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ADVERTISEMENTS 


Acts as well 
in people tn 


a | ni 
faster— 
test tubes 
pH 
5.0 | 


Neutralization 
with new Creamalin 


with standard aluminum 


Neutralization 
hydroxide 


Following determination of basal secretion, 
intragastric pH was determined continuously by means of 
frequent readings Sver a two-hour period. 


Minutes 20 40 60 &0 100 120 


New Creamalin: 


Antacid Tablets 


Buffers fast'* for fast relief of pain— 
takes up more acid 
Heals ulcer fast—action more prolonged in vivo 


Has superior action of a liquid, with the 
convenience of a tablet* 

Each new Creamalin antacid tablet contains 320 mg. of specially 
processed, highly reactive dried aluminum hydroxide gel (stabilized 
with hexitol) with 75 mg. of magnesium hydroxide. New Creamalin 
tablets are pleasant tasting and smooth, not gritty. They do not cause 
constipation or electrolyte disturbance. 

Dosage: Gastric hyperacidity — from 2 to 4 tablets as needed. 

Peptic ulcer or gastritis— from 2 to 4 tablets every two to four hours, 


How Supplied: Creamalin Tablets, bottles of 50, 100, 200 and 1000. 

Also available: New Creamalin Liquid (1 teaspoon=1 tablet), 

bottles of 8 and 16 fl. oz. 

References: 1. Schwartz, I. R.: Current Therap. Res. 3:29, Feb., 1961. 

2. Beekman, S. M.: J. Am. Pharm. A. (Scient. Ed.) 49:191, April, 1960. 

3. Hinkel, E. T., Jr.; Fisher, M. P., and Tainter, M. L.: J. Am. Pharm, A. 
(Ij) (Scient. Ed.) 48:381, July, 1959. 4. Data in the files of the Department 


LABORATORIES of Medical Research, Winthrop Laboratories. 5. Hinkel, E. T., Jr. ; Fisher, M. P., 
New York 18, N.Y. and Tainter, M. L.: J. Am. Pharm. A. (Scient. Ed.) 48:384, July, 1959. 
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You see an improvement within a few days 
Thanks to your prompt treatment and the 
smooth action of Deprol, her depression 
is relieved and her anxiety and tension 
calmed — often in a few days. She eats 
well, sleeps well and soon returns to her 
normal activities. 


- 
a 


calms anxiety! 


Smooth, balanced action lifts 


depression as it calms anxiety... 


rapidly and safely 


Balances the mood—no “seesaw 
effect of amphetamine-barbiturates 
and energizers. While amphetamines 
and energizers may stimulate the patient 


—they often aggravate anxiety and 


tension. 


And although amphetamine-barbiturate 
combinations may counteract excessive 
stimulation—they often deepen depression. 


In contrast to such “seesaw” effects, 
Deprol’s smooth, balanced action lifts 
depression as it calms anxiety—both at the 
same time. 


Acts swiftly — the patient often feels 
better, sleeps better, within a few 
days. Unlike the delayed action of most 
other antidepressant drugs, which may 
take two to six weeks to bring results, 
Deprol relieves the patient quickly — often 
within a few days. Thus, the expense to 
the patient of long-term drug therapy can 
be avoided. 


Acts safely —- no danger of liver 
damage. Deprol does not produce liver 
damage, hypotension, psychotic reactions 
or changes in sexual function—frequently 
reported with other antidepressant drugs. 


Bibliography (13 clinical studies, 858 patients): 1. Alexander, L. (35 patients): Chemotherapy 
of depression — Use of meprobamate combined with benactyzine (2-diethylaminoethyl benzilate) hydrochlo- 
ride. J.A.M.A, 166:1019, March 1, 1958. 2. Bateman, J. C. and Carlton, H. N. (50 patients): Meprobamate 
and benactyzine hydrochloride (Deprol) as adjunctive therapy for patients with advanced cancer. Antibiotic 
Med. & Clin. Therapy 6:648, Nov. 1959. 3. Beerman, H. M. (44 patients): The treatment of depression with 
meprobamate and benactyzine hydrochloride. Western Med. 1:10, March 1960. 4. Bell, J. L., Tauber, H., 
Santy, A. and Pulito, F. (77 patients): Treatment of depressive states in office practice. Dis. Nerv. System 
20:263, June 1959. 5. Breitner, C. (31 patients): On mental depressions. Dis. Nerv. System 20:142, (Section 
Two), May 1959. 6. Gordon, P. E. (50 patients): Deprol in the treatment of depression. Dis. Nerv. System 
21:215, April 1960. 7. Landman, M. E. (50 patients): Clinical trial of a new antidepressive agent. J. M. Soc. 
New Jersey. In press, 1960. 8. McClure, C. W., Papas, P. N., Speare, G. S., Palmer, E., Slattery, J. J., 
Konefal, S. H., Henken, B. S., Wood, C. A. and Ceresia, G. B. (128 patients): Treatment of depression — New 
technics and therapy. Am. Pract. & Digest Treat. 10:1525, Sept. 1959. 9. Pennington, V. M. (135 patients): 
Meprobamate-benactyzine (Deprol) in the treatment of chronic brain syndrome, schizophrenia and senility. 
J. Am. Geriatrics Soc. 7:656, Aug. 1959. 10. Rickels, K. and Ewing, J. H. (35 patients): Deprol in depressive 
conditions. Dis. Nerv. System 20:364, (Section One), Aug. 1959. 11. Ruchwarger, A. (87 patients): Use of 
Deprol (meprobamate combined with benactyzine hydrochloride) in the office treatment of depression. 
M. Ann. District of Columbia 28:438, Aug. 1959. 12. Settel, E. (52 patients): Treatment of depression in the 
elderly with a meprobamate-benactyzine hydrochloride combination. Antibiotic Med. & Clin. Therapy 7:28, 
Jan. 1960. 13. Splitter, S. R. (84 patients): Treatment of the anxious patient in general practice. J. Clin. & 


Exper. Psychopath. In press, April-June 1960. 


Dosage: Usual starting dose is 1 tablet q.i.d. When 
necessary, this dose may be gradually increased up to 


3 tablets q.i.d. 


Composition: 1 mg. 2-diethylaminoethyl benzilate hydro- 
chloride (benactyzine HCl) and 400 mg. meprobamate. 
Supplied: Bottles of 50 light-pink, scored tablets. Write 


for literature and samples. 


WALLACE LABORATORIES / Cranbury, N. J- 


Theragran’ 


SQUIBB VITAMINS FOR THERAPY 


For your patients with infections or other illnesses 
who need therapeutic vitamin support. Each 
Theragran supplies the essential vitamins in truly 
therapeutic amounts: 


1,000 U.S. P. Units 
Miononitrate. ......... 10 mg. 
Pyridoxine Hydrochloride ........ Smeg. 
Calcium Pantothenate ...... 


sans Y ‘Theragran’® is a Squibb trademark 
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@@nutrition...present as a modifying or complicat- 


ing factor in nearly every illness or disease state 


1, Youmans, J. B.: Am. J. Med. 25:659 (Nov.) 1958 


cardiac diseases “who can say, for example, whether the patient chronically 
ill with myocardial failure may not have a poorer myocardium because of a moderate 
deficiency in the vitamin B-complex? Something is known of the relationship of vitamin 
C to the intercellular ground substance and repair of tissues. One may speculate upon 
the effects of a deficiency of this vitamin, short of scurvy, upon the tissues in chronic 


disease. > 2. Kampmeier, R. H.: Am. J. Med. 25:662 (Nov.) 1958. 


arthritis “It is our practice to prescribe a multiple vitamin preparation to patients 


with rheumatoid arthritis simply to insure nutritional adequacy .. .”* 
3. Fernandez-Herlihy, L: Lahey Clinic Bull. 11:12 (July-Sept.) 1958. < 


digestive diseases Symptoms attributable to B-vitamin deficiency are com- 
monly observed in patients on peptic ulcer diets.* Daily administration of therapeutic 


vitamins to patients with hepatitis and cirrhosis is recommended by the National 


3] 5 4. Sebrell, W. H.: Am. J. Med. 25:673 (Nov.) 1958. 5. Pollack, H., and Halpern, S. L.: Therapeutic Nutrition. 
Research Council. National Academy of Sciences and National Research Council, Washington, D. C., 1952, p. 57. 


degenerative diseases “studies by Wexberg, Jolliffe and others have indi- 
cated that many of the symptoms attributed in the past to senility or to cerebral arterio- 
sclerosis seem to respond with remarkable speed to the administration of vitamins, 
particularly niacin and ascorbic acid. These facts indicate that the vitamin reserve of 
aging persons is lowered, even to the danger point, more than is the case in the average 


bd 9? 
American adult. * 6. Overholser, W., and Fong, T.C.C. in Stieglitz, E. J.: Geriatric Medicine, 3rd edition, J. B. Lippincott, Philadelphia, 1954, p. 264. 


infe ctious diseases Infections cause a lowering of ascorbic acid levels in the 


plasma; and the absorption of this vitamin is reduced in diarrheal states." 7. coidsmitn, ¢ a: 
Conference on Vitamin C, The New York Academy of Sciences, New York City, Oct. 7 and 8, 1960. Reported in: Medical Science 8:772 (Dec.10) 1960. 


diabetes Diabetics, like all patients on restricted diets, require an extra source 
of vitamins.® “Rigidly limiting the bread intake of the diabetic patient automatically 
eliminates a large amount of thiamin from the diet. ...There is some evidence of 


interference with normal riboflavin utilization during catabolic episodes.””® 
8. Duncan G.G.: Diseases of Metabolism 4th edition W.B. Saunders, Philadelphia, 1959, p. 812. 9. Pollack, H.: Am. J. Med. 25:708 (Nov.) 1958. 


FOR FULL INFORMATION SEE YOUR SQUIBB PRODUCT REFERENCE OR PRODUCT BRIEF. 
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Day and night- 
less wheezing, 
coughing, labored 
respiration in | 
chronic bronchitis 
and emphysema 


New Isuprel Compound Elixir is a bal- 
anced expectorant bronchodilator. It 
contains potassium iodide to promote ex- 
pectoration and relieve dry cough. Its 
three bronchodilators, Isuprel, ephedrine, 
and theophylline, keep bronchi continu- 
ously dilated. Luminal is included to ne- 
gate possible side effect from adrenergic 
medication and to provide very mild 
sedation for the patient. 


New Isuprel Compound Elixir alleviates 
symptoms...prolongs relief in chronic 
bronchitis and emphysema. 

Each good-tasting vanilla-flavored tablespoon 
(15 cc.) contains: 

Isuprel® (brand of isoproterenol) HCl ... 2.5 mg. 


Ephedrine sulfate ..........+.s+sseeeee 12 mg. 

Theophylline 45 mg. 

Potassium iodide 150 mg. 
Luminal® (brand of phenobarbital) ...... 6 mg. 


Adult Dose: 2 tablespoons 3 or 4 times daily. 
How Supplied: Isuprel Compound Elixir is sup- 
plied in bottles of 16 fl. oz. 


New 
ISUPREL 
ELIXIR 


LABORATORIES 
New York 18, N.Y. 


ISUPREL AND LUMINAL, TRADEMARKS REG. U. S$. PAT. OFF. 
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& H elastic rib belt 
with 2” Velcro closure 
tabs gives an exact fit— 
no buckles or snaps. 
From P & H complete 
line of surgical supports. 


New Wilson Disposable 
Glove. ‘‘Tru-Touch’’ 
seamless, poly 
gloves give you the fit 
and extra sensitivity of 
rubber gloves, yet are 
priced low enough to be 
truly disposable. 


New Ethicon Surgiset 
Complete emergency 
suture assortment in 
handy rack. Three 
dozen sutures (nylon, 
silk, dermal) each foil 
electron 

am sterilized ... each 
with swaged reverse 
cutting needle. 


Providing the most complefe stock of medical supplies in your area 


Velero Tab Rib Belt. New 


ADVERTISEMENTS 


Pocket-size Case. From 
our complete instru- 
ment department— 
Welch Allyn Compact: 
otoscope, opthalmo- 
scope, accessories, and 
case. Complete as shown 
or fitted case only. 


New P &H Econpac. 
Complete kit for sen- 
sitivity testing—in 
practical quantity of 6 
agar plates, 6 sensitivity 
test rings, 12 sterile 
swabs. Ask for list of 53 
media available. 


Thyro PBI Kit. New PBI 
Kit eliminates the need 
for expensive equip- 
ment. Kit contains suf- 
ficient reagents for 30 or 
more complete tests in- 
cluding calibration. 


New Emdee Bag. Choose 


from 5 leathers, 15” or 
17” size. Bag opens to 
lie completely flat. One 
side has elastic straps 
and Urethane lining. 
Reinforced construc- 


distal illumination, no 
specular reflection. 
ecessed lamp and light 
carriers. From our in- 
strument department. 


PHYSICIANS & HOSPITALS 
SUPPLY COMPANY 


1400 Harmon Place 
Minneapolis, Minnesota 


tion, pilfer- proof lock. 


é 
be 

New Speculum. Satisfies 
need for virginal width 
speculum. lades only 
4%” wide—yet 4” long 
for normal — view- 
ing. Solves problem of 
unusually vaginal 
orifice. 


ASK YOUR P&H 

@ REPRESENTATIVE FOR 

@ ADDITIONAL INFORMATION 
AND PRICES 


Dial-A-Therm Sterilizer. 
Positive top-to-bottom 
antisepsis for up to 11 
thermometers, any 
type, with one always 
ready for use. Uses cold 
sterilizing solution. 


lon Autoclave Film. 
This new nylon auto- 
clave material is trans- 
parent—no labelin 

necessary. Materia 
may over and 
over. Two thicknesses, 
12 widths, 1” to 20’. 


Falcon Swube. Dispos- 


able, sterile cotton 
swabs ina tube. 4styles: 
single, double, sheath, 
paddle. Helps maintain 
sterile procedures, sim- 
plifies handling, 
observation. 


ARE YOU RECEIVING 
OUR MEDICAL 
PRODUCTS BULLETIN? 


Make sure you get it 
every month. 

Call or mail in your 
name and address. 


| 
® . 
New Welch Allyn Sig- 
moidoscope. Autoclav- 
able, all ogg inter- 
changeable. Brilliant 
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...motion-stopping radiographic speed 
is built into every Patrician “200” 


With the G-E Patrician “200” diagnostic x-ray 
package, you can enjoy savings and still not 
sacrifice needed power. This is important. For, 
only ample x-ray output will assure you ex- 
posure speed sufficient to overcome common 
motion-blurring problems. The Patrician com- 
bination provides this and more in every detail 
for radiography and fluoroscopy. For example: 
full-size 81” tilting table . . . independent tube- 
stand . . . counterbalanced (not counterpoised) 
fluoroscopic screen or spot-film device . . . fine 
focus x-ray tube . . . fluoroscopic shutter-limit- 
ing device to confine radiation to screen area 


+». automatic x-ray tube overload protection. 


Ask about renting: Through the G-E 
Maxiservice® plan, you can have this com- 
plete Patrician “200,” plus maintenance, parts, 
tubes, insurance, and paid-up local taxes — 
all wrapped-up by a modest monthly fee. 
Details available from your G-E x-ray repre- 
sentative listed below. 


Progress Our Most Important Product 
GENERAL @ ELECTRIC 


DIRECT FACTORY BRANCH 
KANSAS CITY, MO. 
706 Westport Rd. ¢ Jefferson 1-3505 


RESIDENT REPRESENTATIVES 


TOPEKA WICHITA 


E. E. RINK 


J. W. HELLER 
710 Park Lane « Central 4-0324 500 Fairway * AMherst 7-1053 
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erramyci 


otitis media 


New evidence*demonstrates the effectiveness of Terra- 
mycin in otitis media . . . another reason for the trend 
to Terramycin. 


In a series of 41 cases of otitis media, Terramycin not 
only “was often successful where other antibiotics 
had failed,” but also showed that “it is extremely well 
tolerated”; oral dosage for infants was 250 to 375 
mg. daily, for children, 500 mg. to 1 Gm. In many 
instances, oral therapy was preceded by intramus- 
cular injection of Terramycin. 


The authors concluded that “there is good reason 
to consider it [Terramycin] one of the most effective 
agents for treatment of infection of the upper respira- 
tory tract.” 


These findings confirm the continuing vitality and 
broad-spectrum dependability of Terramycin, as re- 
ported through more than a decade of extensive clini- 
cal use. 


The dependability of Terramycin in daily practice 
is based on its broad range of antimicrobial 
effectiveness, excellent toleration, and low order 

of toxicity. As with other broad-spectrum 
antibiotics, overgrowth of nonsusceptible organisms 
may develop. If this occurs, discontinue the 
medication and institute appropriate specific 
therapy as indicated by susceptibility testing. 


® 
Glossitis and allergic reactions are rare. Aluminum 
hydroxide gel may decrease antibiotic absorption 
and is contraindicated. 


OXYTETRACYCLINE WITH GLUCOSAMINE More detailed professional information available on request. 


SYRUP PEDIATRIC DROPS another reason why the trend is to 


125mg. per tsp. and 5mg. per drop (100 mg./cc.), respectively = Terranyycin—versatility of dosage form: 


deliciously fruit-flavored aqueous dosage forms — TERRAMYCIN Capsules— 
convemiently preconstituted 250 mg. and 125 mg. per capsule— 
for convenient initial or maintenance 
therapy in adults and older children 
Science for the world’s well-being® Pfizer TERRAMYCIN Intramuscular Solution— | 
PFIZER LABORATORIES Division, Chas. Pfizer & Co., Inc. 50 mg./ cc. in 10 cc. vials; 100 mg. and 
New York 17, N. Y. 250 mg. in 2 cc. ampules—preconsti- 
. tuted, ready to use where intra- 


muscular therapy is indicated 


"Jacques, A. A., and Fuchs, V. H.: J. Louisiana M. Soc. 113:200, May, 1961. 
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Science for the world’s well-being® 


Dear Doctor: 


Reports from our representatives indicate that many physicians would appreciate 
simplification for prescription-writing purposes of the names of Terramycin products in 
both the “plain” and the “Cosa” dosage forms. 

The “Cosa” forms originated, you may recall, on the basis of clinical evidence of enhanced 
antibiotic absorption when glucosamine is employed in oral administration. To permit each 
physician individually to study this evidence and choose which form he would prefer to 
prescribe, we offered Terramycin in both forms—that is, in the regular Terramycin forms 
without glucosamine, and in the “Cosa” forms with glucosamine. 

This distinction appears to be no longer necessary since glucosamine, a highly acceptable 
excipient for oral antibiotics, now is being incorporated uniformly in all such forms, 
thereby simplifying nomenclature and your prescription writing. 

Accordingly, and effective immediately, forms incorporating glucosamine will be offered 
simply as Terramycin without the “Cosa” prefix. 

To make clear just which forms are affected, please refer to the brief tabulation (below) 

of Terramycin dosage forms both before and after this change. We are also requesting our 
representative to call on you at an early date to answer any questions that may arise. 


We feel certain that this action, prompted by your comments and those of many other 
physicians, will simplify your writing of prescriptions for Terramycin products. 

We welcome your comments on this action and on any other phase of our operations, 
since it is our objective to render every service as efficiently as possible to our friends 


in the medical profession. 
Sincerely, 
PFIZER LABORATORIES 


The following table indicates the former name and the current name of Terramycin 
systemic preparations: 

FORMERLY NAMED NOW NAMED 

Terramycin® Capsules* 
Tarramycin Syrup 
Tarramycin Pediatric Drops 


Terrastatin® Capsules 
Terrastatin for Oral Suspension 
Terracydin® Capsules 


os ant these names remain unchanged: 
Terramycin Intramuscular Solution 


Terramycin Intravenous 
@Terramycin Capsules without glucosamine are no longer available. 


The clinical versatility of Terramycin is enhanced by its specialized dosage forms adapted 
to individual needs—another reason for the trend to Terramycin. 


| 
] 
| 
and simpler names for these Terramycin-containing 
Cosa-Terrastatin for Oral Suspension 
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a potent steroid...simplified control 


of subacute or chronic disease... 
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dispensing witha 
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New Aristocort Forte 


TRIAMCINOLONE 


Diacetate Parenteral Suspension Lederle 


highly effective repository action with single, 


or infrequent, I. M. injections 


Single I.M. doses of ARISTOCORT FORTE 4 to 7 times the usual daily oral 
dose can control symptoms 4 to 7 days, or even longer —sometimes up to 4 weeks 


in responsive conditions. ... Total amount of steroid required is 
often less than with oral forms. Thus, steroid side effects are 
minimized. Another advantage of ARISTOCORT FORTE: may 
be given through a small-gauge needle, causing the patient no 
discomfort... plus the special advantages of triamcinolone. 


INDICATIONS: Asthma and other allergies, including allergic rhinitis, 


hay fever, drug reactions; dermatoses, including psoriasis, poison ivy, 
urticaria, atopic eczema, pruritus; rheumatoid arthritis and other 
musculoskeletal conditions. 


ARISTOCORT FORTE Parenteral — a suspension of 40 mg./cc. of 
triamcinolone diacetate micronized in: polysorbate 80 USP... 0.20%; 
polyethylene glycol 4,000 USP...3%; sodium chloride... 0.85%; 
benzyl alcohol... 0.90% ; water for injection q.s....100%; 
hydrochloric acid to approx. pH 6. 


Not For Intravenous Use 


Request complete information on indications, dosage, precautions and 
contraindications from your Lederle representative, or write to 
Medical Advisory Department. 


LEDERLE LABORATORIES 


A Division of AMERICAN CYANAMID COMPANY, Pearl River, New York 


{ 
+ 
| 
| 
— 
4 


| 


é teaspoonful after meals and at 
Federal law pests oral 


Literature on 
LABORATORIES 
Richmond Hill 18, New York 


iched? We)”. 
= relieves cough and associated symptoms 
a R COUGH THER APY 15-20 minutes effective for 6 hours 
| Bilartrate,.-. 5mg) 
Average adult dose: C 
gh sedative | antihistamine | 
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WHEN 


THE PATIENT 
WITHOUT 
ORGANIC DISEASE 
chronic constipation, — 

flatulence, belching, 

intestinal atony, 


indigestion 


biliary dysfunction and NEOCHOLAN 


Your patient will often respond promptly to Neocholan therapy. It greatly increases the flow of 
thin, nonviscid bile and corrects biliary stasis by flushing the biliary system. It also relaxes intesti- 
nal spasm, resulting in an unimpeded flow of bile and pancreatic juice into the small intestine. 
Neocholan helps to promote proper digestion and absorption of nutrients. It also encourages 
normal peristalsis by restoring intestinal tone. 


Each tablet provides: Dehydrochoiic Acid Compound, ri Pp PITMAN-MOORE COMPANY 
i 


P-M Co. 265 mg. (Dehydrocholic Acid, 250 mg.); 
Homatropine methylbromide 1.2 mg.; Phenobarbital DIVISION OF THE DOW CHEMICAL COMPANY 
8.0 mg. Supplied in bottles of 100 tablets. INDIANAPOLIS 6, INDIANA 
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Available only to physicians for their distribution— 


Complete Cholesterol Depressant 
Menus and Recipe Book 


A new, authoritative patient-aid ... for professional distribution only 


Now available for use in your practice from 
The Wesson People . . . easy-to-use manual of 
40 pages, including all necessary diet instruc- 
tions . . . menus, recipes, shopping and cook- 
ing guidance .. . all worked out for you... 
so arranged and printed that you have only io 
check the desired daily calorie level before 
giving the book to your patient. 


You will find this book invaluable for treating 
patients with elevated serum cholesterol. 


Complete menus for 10 days enable you to 
prescribe diets which are appetizing, nutri- 
tiously adequate and which can exert choles- 
terol depressant activity. Special attention has 
been given to constructing the menu patterns 
so that they adhere as closely as permissible 
to the patient’s normal eating habits. 


NRC Standards fulfilled. Each menu has been 
calculated to provide the proper daily allow- 
ance of proteins, vitamins and other nutrients 
as recommended by the Food and Nutrition 
Board of the National Research Council. 


Weight control is achieved as each day’s menu 
is given at 3 calorie levels—1200, 1800 and 
2600 calories. You prescribe the level most 
desirable and modify as desired. 


Variety and appetite appeal for patient are 
built into the menu plan to an extent not pre- 
viously accomplished. Alternate choices for 
main dishes minimize monotony, encourage the 
patient to follow closely the menu plan you 


specify. 


Complete recipes—65 in all—are included to 
assure that the specified menus provide pre- 
scribed levels of caleries, the pre-determined 
ratio of poly-unsaturated to saturated fat, plus 
essential nutrients. 


Dietary fat is controlled so that approximately 
36% of the total calories are derived from fat 
and at least 40% of these fat calories are from 
poly-unsaturated components (linoleates) as 
found in pure vegetable oil. The replacement 
of saturated dietary fat by this percentage of 
poly-unsaturated fat has been found in clinical 
studies most effective in the reduction of serum 
cholesterol and in its maintenance at desirable 
levels. More liberal menus are provided for 
maintenance after the patient’s progress in- 
dicates that desired therapeutic results have 
been accomplished. 


Family meal preparation is simplified. The 
menus are planned around favorite foods hav- 
ing wide appetite appeal for all members of the 
household. Patients can entertain in comfort— 
enjoy cakes, cookies, snacks, prepared with 
recipes which meet medical requirements. 


A high degree of satiety is achieved even at 
the lower calorie levels, because Wesson pro- 
vides an unexcelled source of concentrated, 
slow-burning food energy. 


Adaptable for use with diabetics. Carbohy- 
drates have been calculated to fall within the 
acceptable range for patients to whom a diet 
planned for diabetes is important. Calories, 
which must be supplied from fat when the 
carbohydrate intake is limited, are provided 
by desirable poly-unsaturated vegetable oil. 


WESSON’S IMPORTANT CONSTITUENTS 
Wesson is 100% cottonseed oil—winterized and of selected quality 


Linoleic acid glycerides (poly-unsaturated) ........... 50-55% 
Oleic acid glycerides (mono-unsaturated) ............ 16-20% 
Palmitic, stearic and myristic glycerides (saturated)... . 25-30% 
Phytosterol (Predominantly beta sitosterol) .......... 0.3-0.5% 


Never hydrogenated—completely salt free 


Poly-unsaturated Wesson is unsurpassed by any readily 
available brand, where a vegetable (salad) oil is medically recommended 
for a cholesterol depressant regimen. 
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Greed Varese Tost. PRET 


USE THIS HANDY ORDER FORM 
The Wesson People, P.O. Box 2184, Fullerton, Cal. 


Please send_______free copies of 
“Your Cholesterol Depressant Diet Cook Book” for use with patients, 


ADDRESS. 
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ADVERTISEMENTS 


drugs anonymous 


One of the several hastily conceived and potentially dangerous suggestions for 
reducing drug costs is generic-name prescribing. The proponents of generic-name 
prescribing claim that it will lower drug costs significantly and—through supervision 
by the Federal Government—provide quality equivalent to that of trademarked 
drugs. We maintain that these claims are false. Here are some authoritative answers 
to the principal questions posed by generic-name prescribing. 


How much money would be saved if all prescriptions were written 
for generic-name drugs? 

“The [Rhode Island] Division of Public Assistance examined 10,000 drug prescrip- 
tions for welfare recipients for the purpose of determining the actual savings . . . of 
generic versus trade-name drugs. The drugs had cost $28,000. Substituting generic 
drugs whenever possible would have provided a saving of less than 5 per cent. 
Syracuse has made a similar study of drug costs with comparable results.” 


Rhode Island Medical Journal, 
January, 1961 


Are the savings worth the risk of sacrificing quality? 
**, . . it is unsafe [to prescribe generically] because there is not sufficient policing of 


our standards... .” 
Lloyd C. Miller, Ph. D. 


Director of Revision of the U.S.P. 


“The naive belief that, if a product was not good, the FDA would prohibit its sale 
is just not realistic. ... it is completely impossible for the FDA to check every batch 
of every product of every manufacturer. . . . Hence the integrity and reputation of 
the manufacturer assume unusual significance where drugs and health products 


are concerned.” 
Albert H. Holland, M.D. 


formerly Medical Director of the 
Food and Drug Administration 


Smith Kline & French Laboratories, Philadelphia oS 
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Perhaps you have hesitated to prescribe the 
benefits of a topical steroid because of con- 
cern about effectiveness or high cost. 


Perhaps you have felt that the usual packag- 
ing of topical steroids provides inadequate, 
uneconomical quantities to suffice for a com- 
plete course of treatment. 


If any of these considerations reflects your 
thinking, we believe you will be interested to 
learn that a truly effective and reasonably 
priced topical steroid now is available for 
your patients with dermatologic disorders... 
DILODERM™ Cream (brand of dichlorisone 
acetate). 


As to effectiveness, here is what a recent re- 
port* stated on the use of DILODERM in 53 
caseséof poison ivy dermatitis: “A satisfac- 
tory response...was seen in all cases. There 
were no cases of primary irritation or other 
side effects....” 


As a matter of fact...you will find not only 
that DILODERM Cream is exceptionally bene- 
ficial in a wide variety of dermatoses respon- 
sive to topical steroids, but also that it costs 
less in most instances than generic hydro- 
cortisone creams. In addition, DILODERM af- 
fords even greater savings over other topical 
steroids. Actually, the 15 Gm. tube of 
DILODERM Cream costs less than virtually all 
all other topical steroid preparations now 
prescribed. 


As a matter of economy...the 15 Gm. tube of 
DILODERM is ideally suited for the treatment 
of large skin areas or extensive lesions. It 
covers more with less waste; it provides three 
times as much medication for only slightly 
more than double the cost of a small 5 Gm. 
tube of unbranded hydrocortisone. 


We believe your patients with dermatoses 
will appreciate the significant savings 
DILODERM Cream affords, and that you, too, 
will agree... DILODERM in the 15 Gm. tube is 
effective, economical in price, and even more 
economical in use. 

Also available: DILopERM Cream, 5 Gm. tube; NEo- 
DILODERM® Cream 0.25%, 5 and 15 Gm, tubes ; DILODERM 
and NEoO-DILODERM Foam, 10 Gm. dispensers ; DILODERM 
and NEo-DILOpERM Aerosols, 50 Gm. containers. 
*Gant, J. Q., Jr.: M. Ann. District of Columbia 30 :267, 
1961, 


concern about 
effectiveness or 
high cost has 
kept you from 
prescribing 

any topical 
steroid... 
THESE FACTS 
MAY CHANGE 


YOUR MIND 


For complete details, consult latest Schering literature available from your Schering Representative 
or Medical Services Department, Schering Corporation, Bloomfield, New Jersey. $-066 
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Why do we say Mysteclin-F is decisive in infection? 


because...it contains phosphate-potentiated tetracycline 


for prompt, dependable broad spectrum antibacterial action. 


because...it contains Fungizone, the antifungal antibiotic, 


to prevent monilial overgrowth in the gastrointestinal tract. 


Mysteclin-F resolves many respiratory, genitourinary and gastrointestinal infections—as well as such 
other conditions as cellulitis, bacterial endocarditis, furunculosis, otitis media, peritonitis, and septi- 
cemia. It combats a truly wide range of pathogenic organisms: gram-positive and gram-negative 
bacteria, spirochetes, rickettsias, viruses of the psittacosis-lymphogranuloma-trachoma group. 
Available as: Mysteclin-F Capsules (250 mg./50 mg.) Mysteclin-F Half Strength Capsules (125 mg./25 mg.) Mysteclin-F 
for Syrup (125 mg./25 mg. per 5 cc.) Mysteclin-F for Aqueous Drops (100 mg./20 mg. per cc.) 

*Mysteclin’®, ‘Sumycin’® and ‘Fungizone’® are Squibb trademarks. 


“Mysteclin-F se 


Squibb Phosphate-Potentiated Tetracycline (sumycin) plus Amphotericin B (FUNGIZONE) 


fi EPA Squibb Quality — 
Wi the Priceless Ingredient 
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ADVERTISEMENTS 


THESE 128,000 
PEOPLE IN 
MISSOURI NEED 
MEDICAL HELP 


Heart disease, cancer, mental illness — everyone knows 
the nation’s three major medical problems. Do you 
know that alcoholism ranks fourth? In the state of 
Missouri there are at least 128,000 alcoholics. These 
people need medical help. No one is in a better posi- 
tion to initiate and supervise a program of rehabilita- 
tion than the physician who enjoys the confidence of 
the patient or the patient’s family. 


ONE FOR THE ROAD BACK: 


LIBRIUM 


AN IMPORTANT AID IN THE TREATMENT AND 
REHABILITATION OF THE PROBLEM DRINKER 


During and after an acute alcoholic episode, Librium 
relieves anxiety, agitation and hyperactivity, induces 
restful sleep, stimulates appetite and helps to control 
withdrawal symptoms. The complications of chronic 
alcoholism, including hallucinations and delirium 
tremens, can often be alleviated with Librium. 


During the rehabilitation period, Librium makes the 
patient more accessible, strengthening the physician- 
patient relationship. Librium therapy helps to reduce 
the patient’s need for alcohol by affording a construc- 
tive approach to his underlying personality disorders. 


Consult literature and dosage information, available 
on request, before prescribing. 


LIBRIUM® Hydrochloride —7-chloro-2-methylamino- 
5 RO Cc H E 5-phenyl-3H-1,4-benzodiazepine 4-oxide hydrochloride 


[51£3) LABORATORIES Division of Hoffmann-La Roche Inc. 
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Zentron - comprehensive liquid hematinic 


corrects iron deficiency ¢ restores healthy appetite « helps promote normal growth 
*underweight, easily fatigued, anorexic—because of mild anemia 


Each 5-cc. teaspoonful provides: Ascorbic Acid (VitaminC) ...... . 35 mg. 
Ferrous Sulfate (equivalent to Alcohol, 2 percent. 
. 100 mg. Usual dosage: Infants and children—1/2 to 
Thiamine Hydrochloride (Vitamin Bi). . . 1 mg. 1 teaspoonful (preferably at mealtime) 
Riboflavin (Vitamin B:). ........ 1 mg. one to three times daily. 
Pyridoxine Hydrochloride (Vitamin Bc) . . 0.5 mg. Adults—1 to 2 teaspoonfuls (preferably 
Vitamin Bi: Crystalline. . . . . at mealtime) three times daily. 


Pantothenic Acid (as d-Panthenol) . 1 mg. Zentron™® (iron, vitamin B complex, and vitamin 
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Lupoid Hepatitis 


Scientific 
ARTICLES 


Report of Five Cases and a Review 


of the Literature 


MANNY MOSER, M.D.,* ROBERT T. MANNING, M.D.** 


and MAHLON DELP, M.D.,*+ Kansas City 


“LUPOID HEPATITIS” refers to a somewhat ambiguous 
designation applied to a rather small group of patients 
with liver disease who are distinct for several reasons, 
but chiefly because of the demonstrability of the lupus 
erythematosus (L.E.) cell phenomenon. Mackay 
et al.’ first coined the term ‘‘lupoid hepatitis” to 
denote such patients with active chronic hepatitis 
and the L.E. cell phenomenon. Joske and King? in 
1955 reported the first two cases of hepatitis in which 
the L.E. cell phenomenon was observed. 

In order to distinguish patients with lupoid hepa- 
titis from those who have disseminated lupus erythem- 
atosus and associated hepatitis, Mackay and asso- 
ciates' used the term hepatic lupus to denote the 
latter group. Whether or not the appearance of the 
L.E. cell in association with hepatitis should be con- 
sidered as a separate disease entity has not been 
clearly established. 


Case Reports 


This article is based on five cases of active chronic 
hepatitis with a positive L.E. cell phenomenon seen 


ean of Medicine, University of Kansas Medical 
ter. 

Presented in part as Dr. Moser’s Senior thesis. 

* Intern, University of Kansas Medical Center. 

** Associate in Medicine, University of Kansas Medical 
Center. 

t Professor of Medicine, University of Kansas Medical 
Center. 


Five cases of lupoid hepatitis from the 
University of Kansas Medical Center and 
twenty-nine cases collected from the lit- 
erature are reviewed and reported. The 
etiology remains obscure but the patho- 
genesis likely involves an auto-immune 
mechanism. The most frequent clinical 
signs noted were jaundice, spider angi- 
oma, joint symptoms, hepatomegaly and 
splenomegaly. The laboratory findings 
are compatible with nonspecific liver 
injury. 

Pathologic examination demonstrates 
severe liver alteration but no histologic 
evidence of disseminated lupus erythem- 
atosus. Patients with hepatic dysfunc- 
tion and histological evidence of dissem- 
inated lupus erythematosus should not 
be reported as lupoid hepatitis. Lupoid 
hepatitis should probably be adopted as 
the logical diagnostic term in patients 
with hepatitis and a positive L.E. cell 
phenomenon. 


at the University of Kansas Medical Center, in addi- 
tion to the twenty-nine cases reported in the literature. 
The laboratory data are tabulated in Figure 1. 
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The frequency of the reported signs and symptoms 
of the disease entity are recorded in Figure 2. 

Case 1. K. S. M., KUMC No. 58-6394, a 17-year- 
old white woman entered the University of Kansas 
Medical Center on May 6, 1958 complaining of 
“gastric bleeding’’ of several months’ duration. 

She became jaundiced for the first time in Sep- 
tember, 1956. Associated with this was a two-week 
history of migratory joint pain and swelling involving 
her knees, ankles and shoulders. 

After November, 1956 she complained of fre- 
quent malaise, fatigue, nausea and intermittent jaun- 
dice. She was amenorrheic from September, 1956 to 
March, 1958 when she had one normal menses. From 
December, 1956 to the time of admission she had 
repeated episodes of epistaxis, bleeding from the 
roof of the mouth and hematemesis, for which she 
received a total of 20 units of blood. The patient 
was referred to the University of Kansas Medical 
Center for evaluation of a “bleeding disorder.” 

On admission she appeared well developed and 
well nourished but chronically ill. Positive findings 
included icterus, a few spider nevi on both upper 
extremities and slight increase in skin pigmentation. 
The liver was palpable 5 cm. below the right costal 
margin, the spleen 5 cm. below the left costal margin. 
A grade II systolic murmur was audible along the 
left sternal border. 

Laboratory and X-Ray: See Figure 1, Case No. 30. 
Additional data: Blood ammonia 183 gamma per 
cent; BUN 4 mg. per cent; platelet count 86,000; 
complete clot retraction in 2 hours; prothrombin time 
61 per cent of normal; bleeding time 60 seconds; 
coagulation time 13 minutes; macroglobulins were 
noted ; cryoglobulins negative; an upper gastrointes- 
tinal series showed esophageal varices. 

Because of the undoubted portal hypertension, 
esophageal varices and repeated hematemesis, a sple- 
nectomy and splenorenal shunt was performed on 
May 12, 1958. She tolerated the procedure fairly 
well. Postoperatively the white blood count rose to 
33,000 and platelets to 350,000. Subsequently she 
had several episodes of gastrointestinal bleeding and 
a left hemothorax. Despite therapy, the patient's con- 
dition gradually deteriorated and, on the twenty- 
third postoperative day, she expired after five hours 
of hepatic coma and shock. 

Autopsy showed postcollapse cirrhosis of the liver 
(Figure 3), 1000 ml. of ascitic fluid, hemosiderosis 
of the liver, pancreas and gastric mucosa, 2500 ml. 
left hemothorax, atelectasis of the left lung and an 
acute gastric ulcer. No histologic changes to suggest 
disseminated lupus erythematosus were found. 

Comments: This case is a classical example of 
progressive chronic hepatitis in a young female with 


a positive L.E. cell test. No evidence of disseminated“ 


lupus erythematosus was present at autopsy. Splenec- 
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tomy and splenorenal shunt failed to alter the pro- 
gressive clinical deterioration. 

Case 2. M. N., KUMC No. 58-15493, a 68-year- 
old woman entered University of Kansas Medical 
Center on November 9, 1958 complaining of “‘short- 
ness of breath” of several months’ duration and a 
nosebleed of one day’s duration. 

In July, 1958 the patient first noted unusual weak- 
ness and fatigue, followed shortly by the appearance 
of marked jaundice. She was hospitalized briefly 
and a diagnosis of infectious hepatitis was made. 
Subsequently she did fairly well until September, 
1958 when she developed recurrent nausea, vomiting, 
shortness of breath and pedal edema. Digitalis and 
diuretics were given without apparent benefit. The 
symptoms progressed and she entered University of 
Kansas Medical Center for evaluation and therapy. 

Physical examination revealed an acutely and chron- 
ically ill white woman who was very dyspneic at rest. 
Spider angiomata were present. Examination of the 
chest revealed dullness to percussion and decreased 
breath sounds in the lower half of the left chest, 
with scattered, moist rales throughout. Marked dis- 
tention, a fluid wave and shifting dullness were 
present abdominally, as was generalized abdominal 
tenderness to palpation. Three plus pitting edema was 
evident to the knees bilaterally. 

Laboratory: See Figure 1, Case No. 31. Additional 
laboratory data: Blood ammonia 87 micrograms per 
cent; prothrombin time 48 per cent of normal. 

Strict bed rest and a low salt diet produced no 
effect on the edema. A paracentesis was done with 
removal of 2000 ml. of straw-colored fluid, follow- 
ing which she became confused and developed a 
gross tremor, most marked in the upper extremities. 
Her state of consciousness varied considerably; at 
times she was quite bright, alert and oriented, but 
more frequently she was grossly disoriented, con- 
fused and hallucinating. Terminally, electrolyte values 
were sodium 123 mEq./L., potassium 5.8 mEq./L., 


chlorides 75 mEq./L., and carbon dioxide 25.7 


mEq./L. 

She expired quietly on the thirty-third hospital day. 
Post-mortem examination revealed cirrhosis of the 
liver (Figure 4), 1500 cc. of ascites and 500 cc. of 
fluid in each pleural space. Multiple abdominal adhe- 
sions, hemorrhagic cystitis, esophagitis and focal 
mucosal ulceration of the stomach were also noted. 
There was no histologic evidence of disseminated 
lupus erythematosus. 

Comments: This and the preceding case demon- 
strate progressive chronic hepatitis with a positive 
L.E. cell test and no histologic evidence to suggest 
disseminated lupus erythematosus. The only unusual 


‘factor noted was the second patient’s advanced age. 


Most authors delineate lupoid hepatitis as being 
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most prevalent in young females, although some case 
reports are in the older age groups. 
Case 3. K. L., KUMC No. 59-3301, a 16-year-old 


girl entered University of Kansas Medical Center 
on May 6, 1958 complaining of “jaundice” of eight 
months’ duration. 
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DSB = Direct serum bilirubin CF = Cephe flocc. original case report 
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SA = Serum albumen CE = Cholesterol esters O = Mill. mol uni 
5G = Serum globulin Not given 


Figure 1. Laboratory data. 
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She was asymptomatic until February, 1958 when 
excessive bleeding followed a tooth extraction. Sub- 
sequently she was generally well except for some 
malaise until July, 1958 when she first noted jaundice. 
She visited her physician for the first time in August, 
1958. She was placed on restricted activity but was 
allowed to attend school in September. The jaundice 
and malaise persisted. 

In January, 1959 she entered the local hospital 
for evaluation, at which time her skin was green- 
yellow in color, her stools were clay colored and 
urine was dark. She was referred to the University 
of Kansas Medical Center for further evaluation. 

On admission she was a well-developed, well-nour- 
ished young woman in no apparent distress. The skin 
was markedly icteric and moderate acne was present. 
Palmar erythema and spider angioma were not evi- 
dent. Examination of the abdomen revealed a firm, 
nontender liver edge 4 cm. below the right costal 
margin. The spleen was firm, nontender and 4 cm. 
below the left costal margin. 

Laboratory and X-Rays: See Figure 1, Case No. 32. 
Additional data: Blood ammonia 97 gamma per cent ; 
BUN 9.5 mg. per cent; creatinine 1.3 mg. per cent; 
prothrombin time 45 per cent of normal. X-ray ex- 
amination demonstrated generalized bone demineral- 
ization. Esophageal varices were not present. 

The patient was placed at bedrest and received a 
1650 mg. sodium-60 Gm. protein diet. Forty mg. 
hydrocortisone in divided doses and 250 mg. chlora- 
quin were given daily. The patient showed gradual 
clinical improvement, manifested chiefly by ameliora- 
tion of the malaise and increased sense of well-being. 
She was discharged on bedrest and medications as 
noted above. The serum bilirubin was 16.8 mg. per 
cent at the time of discharge. 

Comments: This patient demonstrates the clinical 
picture of marked liver disease with a positive L.E. 
phenomenon in a young female, without clinical evi- 
dence of disseminated lupus erythematosus. Corre- 
spondence with the family indicates the patient is 
improving at home. 

Case 4. B. S. F., KUMC No. 58-10405, a 37-year- 
old woman entered the University of Kansas Medical 
Center on October 30, 1958 complaining of ‘‘weak- 
ness and an enlarged spleen” of several months’ dura- 
tion. 

The patient was well until fifteen months prior to 
admission when she had an episode of nausea, vom- 
iting, abdominal pain, acholic stools and jaundice. A 
diagnosis of infectious hepatitis was made and she 
was hospitalized for one month. Slow recovery oc- 
curred over a six-week period. The patient was re- 
hospitalized with recurrence of jaundice five months 
later, and was found to have a pancytopenia and posi- 
tive L.E. cell phenomenon. She continued to have 
intermittent syfnptoms of nausea, vomiting, abdom- 


inal pain and jaundice, and was referred to the Uni- 
versity of Kansas Medical Center because of the per- 
sistent pancytopenia. 

Physical examination on admission showed a well- 
developed, moderately well-nourished woman who 
appeared pale but in no distress. Abdominal examina- 
tion revealed moderate right upper quadrant tender- 
ness, but no hepatomegaly was noted. The tip of the 
spleen was palpable on deep inspiration but was not 
tender. One plus pretibial pitting edema was present 
with associated nonpitting swelling of the ankles. 
Several ecchymotic areas were present over the thighs. 

Laboratory and X-Ray: See Figure 1, Case No. 33. 
Additional data included platelets 16,000. No eso- 
phageal varices could be demonstrated on an upper 
gastrointestinal series. 

The clinical impression was postnecrotic cirrhosis 
of the liver with hypersplenism and pancytopenia. A 
shunt procedure was felt to be inadvisable because of 
the marked thrombocytopenia. Liver function studies 
at this hospital remained normal, with a total serum 
bilirubin of 0.7 mg./100 ml., serum albumin of 3.45 
Gm./100 ml., serum globulin of 2.27 Gm./100 ml., 
alkaline phosphatase of 1.4 millimol, bromsulphthal- 
ein 10 per cent retention, and thymol turbidity of 3. 
The clinical course was unchanged from admis- 
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Figure 2. Frequency of signs and symptoms in lupoid 
hepatitis. 
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Figure 3. Liver tissue at autopsy, Case No. 1. 


sion. The patient was discharged on a 60 Gm. fat 
diet, 10 mg. hydrocortisone b.i.d., 5 mg. folic acid 
t.i.d., and 1000 micrograms vitamin B,. weekly.: 

She subsequently expired at home following recur- 
rence of bleeding and ensuing hepatic coma. An 
autopsy was not obtained. 

Case 5. M. B., KUMC No. 59-8815, a 46-year-old 
white woman entered the University of Kansas Med- 
ical Center on June 11, 1959 complaining of inter- 
mittent swelling of the fingers, wrists, knees, ankles 
and shoulders with an associated recurrent jaundice. 

She was first hospitalized two weeks in October, 
1958 for “hepatitis,” manifested by severe nausea, 
vomiting, dark urine, light-colored stools and icterus. 
Associated with the “hepatitis” was mild painful 
joint swelling: From October, 1958 to June, 1959 
intermittent nausea, vomiting, jaundice and increas- 
ingly severe joint swelling with pain were present. 
She was referred to the University of Kansas Medical 
Center for further diagnostic work-up and treatment. 

On admission she appeared well developed and 
obese but not in distress. The sclerae were mildly 
icteric. There were no spider nevi or pigmentary 
changes noted on examination of the skin. Abdominal 
examination revealed the liver to be three finger- 
breadths below the right costal margin, firm and 
tender. The spleen and kidneys were not palpable. 
Positive findings of the extremities were limited to 
swelling of the feet and ankles bilaterally with slight 
tenderness. 


Laboratory and X-Ray: See Figure 1, Case No. 34. 
Additional data: Leucine aminopeptidase 190; plate- 
let count 243,000; prothrombin time 91 per cent of 
normal; bleeding time 30 seconds; clotting time 13 
minutes. Liver biopsy showed moderate portal fibro- 
sis with slight cellular regeneration. X-ray revealed 
no esophageal varices or bone lesions. 

She was placed at complete bedrest with 1400 
calorie, 1650 mg. sodium-40 Gm. fat diet with essen- 
tially no clinical change. The laboratory values, as 
noted in Figure 1, Case No. 34, did not change dur- 
ing her hospitalization. She was discharged on 10 
mg. hydrocortisone b.i.d. every other day, bedrest 
and the diet described above. She has been followed 
in the out-patient clinic for six months and has slowly 
improved. The joint symptoms, nausea, vomiting and 
icterus have been minimal. The hepatic function stud- 
ies demonstrate improvement, with the total serum 
bilirubin dropping from 6.6 mg./100 ml. to 2.9 
mg./100 ml. 

Comments: This case demonstrates a more bizarre 
clinical picture with definite rheumatoid arthritis, in 
addition to the progressive liver disease with the L.E. 
cell phenomenon. Others have described the same dif- 
fuse protean symptoms in their cases of active chronic 
liver disease with a positive L.E. cell test. 


Discussion 
Etiology and Pathogenesis: 


The etiology and pathogenesis of lupoid hepatitis 
have not been elucidated and continue to be contro- 
versial. 

The primary lesion in the two cases reported by 
Joske and King? was believed to be an active chronic 
viral hepatitis, and the L.E. cell phenomenon was in 
some way a sequela of the hepatitis. They did not 
believe they were dealing with primary disseminated 
lupus erythematosus since this disease does not pro- 
duce the gross changes in liver structure observed 
in their cases. 

Demonstration of the L.E. cell phenomenon usually 
indicates disseminated lupus erythematosus, but Bet- 
tley? feels that it is not pathognomonic. He also notes 
that L.E. phenomenon is associated with gamma 
globulin abnormality, and the L.E. cells found in 
lupoid hepatitis might be linked with the consistent 
gamma globulin changes seen in this group of pa- 
tients. He suggested that the findings of myelomatosis 
in his one case might have been partly responsible for 
the production of the L.E. phenomenon. 

Heller et al.* suggested the L.E. cell phenomenon 
in these patients represents a false-positive test, and 
the phenomenon may have an immunologic basis. 

L.E. cells are not obtained in the blood of patients 
with hepatic cirrhosis even with very high serum 
globulin values, but Sherlock® states they have been 
noted in the cirrhosis occurring in young girls with 
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adrenocortical overactivity. She feels it may be a spe- 
cific disease or merely a variant of posthepatitic cir- 
rhosis. 

Mackay ef al.1 were of the opinion that paren- 
chymal cell damage might be the initiating factor of 
an auto-immune phenomenon in this group of pa- 
tients. Hepatic cell protein, released via cell necrosis 
or injury, is postulated to act as an antigen and thus 
stimulate antibody production. Such antibodies are 
“anti-liver’ and produce further damage upon combi- 
nation with hepatic cell protein. Such a process would 
be cyclic and, unless interrupted, would lead to pro- 
gressive liver cell injury. This concept is nonspecifi- 
cally supported by the finding of high levels of 
gamma globulin in patients with lupoid hepatitis. 
Recent developments in fluorescent tagging of anti- 
bodies should provide confirmation or refutation of 
this hypothesis. 

Bartholomew and coworkers® expressed the opinion 
that the cases reported had many features in common 
with the present concept of diffuse lupus erythema- 
tosus, and that these findings were foreign to any 
current concept of primary liver disease. They were 
unable to rule out the possibility of two disease enti- 
ties superimposed, and indicated that until a specific 
test for the virus of hepatitis is perfected this possi- 
bility must not be discarded. 

Lupoid hepatitis and lupus erythematosus may be 
distinguished as separate entities by clinical findings 
and pathological changes as concluded by Mackay 
and his group.7? However, overlapping features in 
the two groups suggests a similar pathogenesis, pos- 
sibly mediated via an abnormal auto-immune mecha- 
nism with destruction of host tissues. 

Lupoid hepatitis and disseminated lupus erythem- 
atosus are believed to have a common immunologic 
basis, as noted by Hutchings and Wigley,’ but may 
have a separate etiology. 

A viral etiology was proposed in ten of the thirty- 
four case reports, and alcohol was felt to be the 
initiating factor in one case. There was no mention 
as to specific etiology in the remaining cases. 


Signs and Symptoms: 


The most frequent symptoms and signs observed 
in patients with lupoid hepatitis are listed in Figure 
2. Bartholomew and cohorts® are of the opinion that 
the clinical symptoms found in their patients are 
not compatible with liver disease alone. They fre- 
quently noted sun sensitivity, pleuritis, arthritis, 
thrombophlebitis and transfusion or drug reactions. 
Such signs and symptoms are recorded infrequently 
in other case reports. It should be noted that one of 
their patients had a histological diagnosis of dissem- 
inated lupus erythematosus, and two others had sug- 
gestive evidence. 

Of the skin manifestations reported, acnes or atyp- 


Figure 4. Liver tissue at autopsy, Case No. 2. 


ical rashes have appeared frequently. The arthralgia 
observed is not infrequently seen with viral hepatitis, 
but not so frequently as in lupoid hepatitis. The 
other signs observed are commonly seen with liver 
disease of all types. 


Laboratory: 


Biochemical studies in patients with lupoid hepa- 
titis reveal fairly constant abnormalities such as ele- 
vated total serum bilirubin, decreased serum albumin, 
elevated serum globulin, especially the gamma frac- 
tion, positive cephalin flocculation test, and elevated 
serum glutamic oxaloacetic transaminase activity. 
These are, of course, nonspecific indications of liver 
injury. 

Six patients had a positive serologic test for syph- 
ilis and three others a positive Coombs’ test. These 
findings, in addition to a consistently elevated serum 
gamma globulin, are suggestive of an immunologic 
disorder as noted by Mackay ef al.7 

Kofman and his group® studied serum and liver 
biopsy specimens in twenty-five patients with dissem- 
inated lupus erythematosus, concluding that the ap- 
parent hepatic dysfunction represented (in most pa- 
tients) an abnormal plasma protein pattern rather 
than actual hepatic parenchymal abnormalities. 


Post-mortem Findings: 


Autopsies, with histological studies, have been 
recorded by several observers. 
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The first autopsy (Case No. 3) was reported by 
Bettley? on a patient with lupoid hepatitis. Post- 
mortem examination confirmed the diagnosis of mul- 
tinodular cirrhosis. Particular attention was directed 
to the possibility of systemic lupus erythematosus, 
but no evidence was found. 

The autopsy findings were reported by Heller 
et al.* in a case of lupoid hepatitis, and the histo- 
logical sections demonstrated subacute hepatic necro- 
sis with cirrhosis formation. There was no patholog- 
ical evidence consistent with disseminated lupus 
erythematosus. 

Kidney biopsy (Case No. 6) and autopsy (Case 
No. 9), reported by Mackay’s group,! showed changes 
in the glomerular capillary walls similar to that seen 
in disseminated lupus erythematosus. 

Wilkinson and Sacker!® reported post-mortem find- 
ings (Case No. 13) of portal cirrhosis, but no evi- 
dence of systemic lupus erythematosus. 

Cirrhosis and chronic ulcerative colitis at necropsy 
in a questionable case (Case No. 17) of lupoid hepa- 
titis was demonstrated by Gray et al.11 No evidence 
of disseminated lupus erythematosus was found. 

In Cases No. 18, No. 19 and No. 23, reported by 
Bartholomew and associates,® autopsies were done; 
and a kidney biopsy in one (Case No. 22). Histo- 
logical changes in Case No. 19 were compatible with 
a diagnosis of disseminated lupus erythematosus. In 
two other cases (Cases No. 18 and No. 22), there 
were definite vascular changes in the kidney, but no 
conclusion was drawn as to their compatibility with 
a diagnosis of disseminated lupus erythematosus. In 
Case No. 23, no mention was made in regard to the 
histological sections of the kidney or in other tissues. 

Mackay ef al.™ presented two more autopsies in 
cases of lupoid hepatitis (Cases No. 25 and No. 27), 
but no statement was made about the post-mortem 
findings to suggest disseminated lupus erythematosus. 

The autopsy findings in Cases No. 30 and No. 31 
in this series gave no evidence to suggest disseminated 
lupus erythematosus even after a concentrated effort 
to demonstrate such lesions. 

Histological changes in the liver were studied by 
Mackay and coworkers’ in nineteen patients with 
hepatic dysfunction in disseminated lupus erythema- 
tosus. Minor changes were noted in most of the 
cases, and nodular cirrhosis was found in two pa- 
tients. One patient with such cirrhosis did display 
the clinical and biochemical features of active chronic 
hepatitis. 

From autopsy and biopsy reports it is clear that 
many patients with lupoid hepatitis have no histo- 
logical evidence of disseminated lupus erythematosus. 
Patients with histological evidence of disseminated 
lupus erythematosus should not be included in the 
category of lupoid hepatitis. 
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Not a tenth of us who are in business are doing 
as well as we could if we merely followed the prin- 
ciples that were known to our grandfathers.—W1l- 
liam Feather 


It may be that the race is not always to the swift, 
nor the battle to the strong—but that’s the way to 
bet.—Damon Runyon 


A parliament is nothing less than a big meeting 
of more or less idle people—Walter Bagehot 
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Tracheotomy 


F. R. KIRCHNER, M.D.,* Kansas City 


MANY PAPERS ABOUT TRACHEOTOMY have been 
written. In some of them decannulation is often con- 
sidered, or at least pointed out, but few discuss the 
problems that arise concerning patients with indwell- 
ing tracheotomy cannulas, on whom a decision must 
be made regarding removal of the tracheotomy tube. 

In the laryngological field this problem has been 
widely discussed, mostly related to decannulation 
after the diverse laryngeal procedures. This infor- 
mation .is extremely useful for managing primary 
laryngeal problems, but is insufficient for other cases 
on whom tracheotomies have been performed for 
other indications. 

The care of the latter cases is primarily that of the 
otolaryngologist, but it may be necessary at some 
time for anyone in the medical profession to have to 
perform a tracheotomy. Thereafter, the problem of 
decannulation will become apparent. 

For anyone performing a surgical procedure it is 
essential not only to understand the procedure, but 
to know how to evaluate correctly the indications and 
the limitations of technique, the prognostic data, and 
possible complications of the procedure itself. 

If the procedure is an emergency, the performer’s 
responsibility can be limited to the early recognition 
of the problem and his immediate action should be 
directed toward counteracting, relieving or bypassing 
the obstacle. When these steps are carried out prop- 
erly and on time they will resolve the immediate 
problem; nevertheless, it is not until the complete 
resolution of the problem is reached that we can say 
that the patient has received the maximal benefit 
from treatment. 

This last point will be the basis for our judgment 
in regard to the degree of normality, compensated 
normality or modified normality that the patient will 
experience thereafter. 

This paper is an attempt to point out some of the 
basic clinico-physiological facts upon which decan- 
nulation should be based. 


General Consideration 


The primary consideration in decannulation is the 
fact that it is an individual problem. A descriptive 


* From the Department of Otorhinolaryngology of the 
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The Problem of Decannulation 
of Tracheotomized Patients 


account of individual cases will be insufficient to 
outline the general consideration of the problem. 
On the other hand, as has been previously stated, 
decannulation should always be considered on an 
individual basis. 

The only way to reconcile these two statements 
would be by realizing the substratum of the problem. 
From that the basic ideas will emerge, and in the 
transformation of these ideas to practical principles 
the answers for individual cases will be obtained. 


® In this article the importance of 
following specific indications in every 
case of decannulation of a tracheotomy 
patient is stressed. 

®@ Itis necessary to have a basic knowl- 
edge of the physiopathology and sys- 
temic relationships of the respiratory 
system before decannulation. 

® The combination of this knowl- 
edge with the direct study of the case 
itself will yield proper indications for 
the procedure. 

® Decannulation is a medical accom- 
plishment because it yields restoration 
of normality, and in some cases, com- 
plete health of the patient. 


Decannulation is intimately related to pulmonary 
ventilation. It is on the understanding of the physio- 
pathology of this function and its systemic relation- 
ships where the practical principles for decannulations 
are to be obtained. By definition, the volume of air 
in liters breathed by an individual is called pulmonary 
ventilation. One tenth of this volume reaches the 
alveolae. This air provides O, to the alveolar capil- 
laries and removes the CO, released by the same 
vessels. In a simple obstruction of the respiratory 
tract, the primary physiological change observed is a 
reduction in the ventilatory capacity of the pulmo- 
nary bellows. Due to this impairment of Oz, satura- 
tion of the blood decreases, giving origin to anoxemia 
and tissue anoxia. In contrast, the CO, in the blood 
increases, giving origin to hypercapnea. 

Hypercapnea produces an increase in free carbonic 
acid in the blood phenomenon known as respiratory 
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acidosis. Respiratory acidosis, if sustained, leads to 
metabolic acidosis. 

Each of these disturbances by itself, if severe 
enough, can cause tissue damage and death. 

Gray, in his paper about the physiology of respira- 
tory obstructions, was able to correlate the different 
magnitude of these phenomenon in relation with the 
degree of obstruction. For the purpose of demonstra- 
tion his experiment, with some modification, was 
repeated. 

The dog was elected as the experimental animal, 
for its anatomy was familiar, and the available facili- 
ties for its care were superior. The dog was placed 
under light anesthesia of sodium nembutal. The hypo- 
pharynx and larynx were anesthetized with 5 per 
cent cocaine solution. This was followed by the inser- 
tion of a fitting endotracheal tube. The femoral artery 
and vein were surgically exposed and No. 18 poly- 
ethylene tubes were inserted to obtain repeated blood 
samples. Thereafter, the endotracheal tube was ob- 
structed in about 10 per cent of its diameter. Ten 
minutes later arterial blood samples were obtained 
and O,, CO, and Ph were determined. Following this 
same pattern of experimentation the obstruction of 
the tube was increased to 20, 30, 40, 50 and 60 per 
cent. Each of these obstructions was followed by 
sampling arterial blood. Figure 1 illustrates the mag- 
nitude of the changes encountered in the saturation of 
Oz, CO, and Ph in relation with the degree of ob- 
struction. 


100 


CO. 80F 
and } 


Arterial 


Per Cent of Ventilation 
Figure 1. 


Since the pulmonary ventilation is the algebraic 
sum of the partial effects of the separate agents, the 
logical approach to the removal of a tracheotomy 
tube is when these separate agents reach normality 
or its neighborhood. At that point, tracheotomy has 


rendered its maximal benefits and the tube must be 
removed. 

The condition of the pulmonary parenchyma is of 
extreme importance regarding decannulation. Gaseous 
interchange in the lungs may be hindered not only 
by obstruction of the larynx, trachea or bronchae, 
but also by spasm of the smooth muscles of the 
bronchae by the presence of fluid in the alveolae 
(alveolitis edema), by decrease in the respiratory 
surface caused by pulmonary collapse (pneumotho- 
tax), compression of the lung (pleural effusion), 
inflammatory processes (pneumonia), obstruction of 
a pulmonary blood vessel (infarct), or by loss of 
elasticity of the pulmonary parenchyma (emphysema). 

In these cases a tracheal cannula aids ventilation 
by decreasing the amount of work of the respiratory 
system by reducing the distance (dead space), in 
which the air column must move. 

Until now we have analyzed the effectiveness of 
respiration. Another factor intimately related to de- 
cannulation is the analysis of respiration as work. 
In this, the factor of time has to be abolished and 
the consideration will lean toward the mechanical part 
responsible for this function. 

Respiratory movements are the resultant of mus- 
cular vectors. Their evaluation is decisive for de- 
cannulation and the inspiratory muscles, as well as 
the expiratory muscles, are of equal importance. The 
hypo, or inactivity of the inspiratory muscles, will 
produce hypoventilation. The inefficacy of the ex- 
piratory muscles will cause impairment of the cleans- 
ing function of the respiratory tract, and will like- 
wise reduce ventilation. When both mechanisms are 
operative and assure some margin of reserve for ven- 
tilation, decannulation should be performed. 

Respiratory muscular activity, like any other bio- 
logical activity, should be analyzed from the point 
of view of its origin, regulation, transmission and 
action. Respiratory muscles are under voluntary and 
involuntary control. The former, like other cortical 
function, in certain circumstances is apt to simulate 
a pathological condition that does not exist organ- 
ically. For example, one of the problems of decan- 
nulation encountered in infancy and childhood is 
that in which the child has conditioned himself by 
breathing through tracheotomy, and in spite of good 
respiratory function through normal airway, devel- 
oped apnea and other symptoms as soon as the tube 
is obstructed. Even if breathing can be stopped vol- 
untarily for a certain time, never long enough as to 
produce death by asphyxia, this demonstrates that 
cortical control of respiration is limited. 

The most important neural factor of respiration is 
the respiratory center. It is located on the floor of 
the fourth ventricle and responds automatically to 
nervous or humoral stimuli. 

In neurological diseases or cerebral trauma in which 
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this center is involved, the time for decannulation 
will be indicated by the first signs of regression of 
the neurological disturbance. Encephalitis, bulbar 
poliomyelitis, cerebral palsy, etc., fall into this cat- 
egory. Muscles of the pharynx and tongue, under 
certain pathological circumstances, will obstruct the 
airway by the double mechanism of reducing the 
lumen and by poor handling of secretions. Signs such 
as adequate deglutition will help decide’ when to 
decannulate these cases. 

The laryngeal muscles which form part of the 
airway and modify the airway itself are of capital 
importance in considering decannulation. With re- 
gard to laryngeal muscles, usually good phonation 
after obstruction of the tracheotomy stoma, and in 
some cases an endoscopic examination, are enough 
to determine when a tracheotomy tube should be 
removed. 

Most of the involuntary mechanism of the pharynx 
and larynx responds to a sensitive stimulus. Impor- 
tant reflexes, such as cough reflex, can be abolished 
if the sensitive component of the arch is hindered. So, 
the assurance of a normal sensitivity will help carry 
out a successful decannulation. 

Tracheotomy itself can involve some complications 
that can interfere with decannulation. The presence 
of subcutaneous emphysema, the level at which tra- 
cheotomy was performed, the length and caliber of 
the tube, can, under certain circumstances, create dif- 
ferences in this procedure. In cases in which trache- 
otomy is performed for the avoidance of the positive 
pressure exerted in the vascular system by cough, 
as in some cases of cardiac and vascular surgery, 
decannulation can be carried out when the patient 
shows clinical evidence of vascular and cardiac com- 


pensations. 
Case Reports 


The following description contains random cases 
of tracheotomy and decannulation seen by the De- 
partment of Otorhinolaryngology at the University of 
Kansas Medical Center. 

Case No. 1. C. S., KUMC No. 58-3817. Eight- 
month-old white male, admitted to the pediatric 
service with the complaint of intermittent spells of 
gasping respirations and cyanosis. These episodes 
started one week before admission. Consultation was 
requested to the Department of Otorhinolaryngology. 
On initial examination it was noted that the patient 
had normal ventilatory functions as well as degluti- 
tion and phonation. During his stay in the hospital 
he developed a sudden episode of respiratory obstruc- 
tion and cyanosis and was resuscitated after mouth-to- 
mouth breathing. The child recovered and was well 
for a few days until a similar episode occurred. At 
that time it was necessary for insertion of a broncho- 
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scope for the ventilatory obstruction to cease. Trache- 
otomy was performed and the patient did well there- 
after. 

On this admission several endoscopic and x-ray 
studies were secured in the attempt to discover the 
etiology of the obstruction, but the results were in- 
conclusive. Due to the fact that this baby was suc- 
cessfully operated upon a few hours after birth for 
a tracheogeal fistula, where according to the operative 
record, “A fistula was resected from the upper middle 
third of the esophagus to the bifurcation of the tra- 
chea,” it was accepted that tracheomalacia was the 
causative factor for the episodes of obstruction. 

After instructing the parents about tracheotomy 
care the child was discharged to their care. Two tra- 
cheotomy tubes of the same caliber were given to 
them to take to the physician for the weekly ex- 
change of cannulas. 

Three months later the patient was re-admitted 
for further studies. New endoscopic examinations 
did not reveal evidence of intrinsic obstruction of 
the airway, and possible extrinsic obstructions were 
ruled out by clinico-radiological studies. 

Decannulation was started in a progressive fashion: 
first, by using progressively smaller tubes until the 
smallest caliber was reached, second, by obstructing 
the opening of the tube. No evidence of hypoventila- 
tion was encountered, and the patient was discharged 
with a taped “00” tracheotomy tube. 

After ventilating normally for three weeks the 
child was again admitted for final decannulation. The 
tube was removed, and for two days the baby did 
well until the morning of the third day when he 
developed a final episode of respiratory obstruction. 
At that time re-insertion of tracheotomy tube and 
immediate artificial respiration were without avail, 
and the patient died. 

In autopsy a diverticulum of the trachea was found 
located at the site of bifurcation, a remnant undoubt- 
edly of the tracheoesophageal fistula. It was easy to 
demonstrate in the specimen that the inversion of this 
diverticulum into the trachea was responsible for the 
respiratory obstructions experienced by the patient. 

Case 2. W. P., KUMC No. 59-5372, 314-month- 
old white male. This patient was seen in consulta- 
tion by the Department of Otorhinolaryngology after 
being admitted on the pediatric service. The com- 
plaint was that of fever, cough and respiratory em- 
barrassment for three days’ duration. During initial 
examination it was obvious that the patient was suf- 
fering respiratory obstruction. Laryngeal stridor and 
chest retraction were marked and rales in either 
pulmonary field were present. The baby was immedi- 
ately placed in a croupette and started on systemic 
antibiotics. After several hours of observation it was 
appreciated that the signs of hypoventilation were 
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more marked, and tracheotomy was done. After five 
days the baby was well, without temperature, and 
the lungs were radiologically clear. An attempt was 
made at that time to tape the tracheotomy but the 
child immediately became apneic and the tape was 
removed. Trying to rule out mechanical obstruction, 
several laryngoscopies were performed, all of which 
proved to be inconclusive. After three weeks of futile 
attempts at decannulation it was observed that the 
baby went into episodes of apnea only when he was 
awake, and the tracheotomy tube was taped. He tol- 
erated the taped tracheotomy perfectly well when 
asleep. It was decided that the apneic reaction was 
being produced by a conditioned reflex that the 
child had on the tracheotomy tube. To satisfy this 
reflex the tracheotomy tube was removed when the 
patient was as'eep, and the silver plate of this can- 
nula was left tied around the neck. A few days later 
it was possible to remove the plate entirely. Since 
that time, the baby has done well. 

Case No. 3. N. P., KUMC No. 56-1967, 61/- 
year-old white male. In 1956 this subject was diag- 
nosed as having pseudohypertrophic, progressive mus- 
cular dystrophy. Since that time, the patient had been 
admitted 21 times suffering from pneumonia. On 
each admission bronchoscopy had been required. 

Fourteen months ago he was admitted with pneu- 
monia. On admission it was appreciated that the res- 
piratory muscles were barely capable of carrying on 
the effort of ventilation and incapable of producing 
the extra effort needed in coughing. Bronchoscopy 
and tracheotomy were performed. The patient did 
we'l and was discharged, and since that time hospital 
admissions have not been required. 

In the preceding descriptions it is possible to ana- 
lyze different cases on whom tracheotomies were per- 
formed following diverse indications. The reason for 
tracheotomy is objectively described, and the differ- 
ent aspects presented for decannulation are recorded. 
It may be noted that most of them followed different 
indications for decannulation and required different 
pre-decannulation studies. This emphasizes the previ- 
ous statement that decannulation should be considered 
on an individual basis. It is also apparent that it is 
indispensable for one to understand the concepts of 
pulmonary physiology in health, as well as in disease. 


Conclusions 


As in tracheotomy, decannulation of a tracheotomy 
patient is basically a matter of clinicophysiological 
indications. To follow indications in this regard is 
as important and.as necessary as the indications for 
which the tracheotomy was performed. Each decannu- 
lation should be considered individually, but the 
knowledge of the general concepts of ventilation and 
pulmonary functions and their pathological manifes- 
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tations in disease is necessary for the arrival of these 
conclusions (Figure 2). 
A practical and useful rule to follow in a case of 


CLINICAL CONSIDERATIONS Before DECANNULATION 
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LHypopharynx 


Brain Cortex, Stem & Respir- 
atory Center 


Lorynx 


Figure 2. 


decannulation is to divide consideration and exam- 
ination above and below the site of tracheotomy. Not 
until the case is reviewed and these three sites consid- 
ered, should decannulation be performed. It is ab- 
solutely indicated to leave an indwelling tracheotomy 
tube when the indications for decannulation are not 
present or are not clear. 
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Speech 


The Evaluation of Speech Mechanisms 


RALPH L. SHELTON, JR., Ph.D.; WILLIAM M. DIEDRICH, Ph.D.; 
KARL YOUNGSTROM, M.D., Ph.D., Kansas City 


THE EVALUATION OF SPEECH DISORDERS involves 
appraisal of the speech mechanism, assessment of 
other factors which influence speech learning, and 
description of the acoustic phenomena which are pro- 
duced. Knowledge of the relationship between struc- 
ture and speech is important to the practicing physi- 
cian who may be asked to examine speech handi- 
capped persons so that medical problems interfering 
with speech learning may be identified and, if pos- 
sible, resolved. Certain information pertaining to ex- 
amination of the speech mechanism is presented; and 
employment of radiography, which has been used in 
phonetics research and in the study of voice and 
speech physiology since shortly after the discovery of 
Roentgen rays,!? is emphasized. Recently interest in 
utilization of radiography in speech has increased 
because of the availability of cinefluorography with 
image intensification.® 13.17 At the University of 
Kansas Medical Center research and clinical projects 
utilizing radiography have been carried out or are 
underway in the areas of esophageal speech and cleft 


palate speech. 
Equipment 

The principal item of equipment used in these 
studies is a cinefluorographic unit composed of a tilt- 
ing x-ray table which has a 150 kv undertable tube, 
0.3 and 1.2 mm focal spot, an x-ray generator of 300 
ma at 150 kvp capacity, a nine inch image intensi- 
fier, a sixteen millimeter magnetic sound cine camera 
which is operated at 24 frames per second, and a 
dynapulse. The latter provides bursts of x-ray of one 
to two millisecond duration which are synchronized 
with the opening of the camera shutter so that radia- 
tion is generated only when the camera shutter is 
open. This equipment makes possible cine recording 
at acceptable levels of x-ray exposure to the patient. 
The nine-inch image intensifier permits visualization 


From the Department of Hearing and Speech and the 
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for these and other studies has been provided by the organi- 
zations mentioned and by the National Institutes of Health 
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of the adult speech mechanism from the lips to the 
posterior pharyngeal wall and from nasopharynx to 
trachea. Lateral spot films are made to supplement 
the cine material. 

Cinefilm analysis is done by use of a film editor, 
sound reader, regular motion picture projector, and 
a variable speed, reversible projector. The latter may 
be used with a tracing cabinet.5 


Radiography is a tool that supple- 
ments other testing procedures and has 
both clinical and research application in 
the resolution of speech defects. Prob- 
lems of esophageal voice and cleft palate 
speech are discussed. 


Esophageal Speech 


The laryngectomized person may learn to produce 
sounds for speech by voluntarily taking air into the 
esophagus and pushing it out as one would during 
eructation. Many writers! 411 have stated that con- 
striction at the level of the cricopharyngeus, which is 
located at the junction of the pharynx and esophagus, 
serves as a pseudolarynx. As air is moved through 
this narrowed lumen (Figure 1), it is set into vibra- 
tion, and sound is thus produced. 

The site and morphology of the pseudolarynx in 
post-laryngectomized speakers is being investigated at 
the University of Kansas Medical Center by radio- 
graphic procedures. Spot and cinefluorographic films 
have shown constriction in the cricopharyngeal area 
simultaneous with voice in some subjects. However, 
in other subjects different sites of constriction have 
been observed. Thus the cricopharyngeus or other 
muscle fibers may be utilized in producing an esophag- 
eal voice. The extensiveness of the carcinoma and 
the resulting surgical procedure are probably the most 
important determinants of the postoperative morphol- 
ogy of the pharyngeal-esophageal tract. Other fac- 
tors, however, such as infection or previous x-ray 
treatment may also affect the form and function of 
the pseudolarynx. Radiographic analysis of the pseu- 
dolarynx during phonation has shown great differ- 
ences in the size and shape of the contracting fibers. 
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In Figure 2, subjects A and B show constriction for 
phonation of what seems to be the fibers of the crico- 
pharyngeus. The vibrating tissues in subject C, how- 
ever, appear to be higher than the level of the crico- 
pharyngeus. Fibers of the inferior constrictor muscle 
may be involved. Subject D illustrates a long pseudo- 
larynx which is probably composed of middle and 
inferior pharyngeal constrictor fibers. 

Apparently laryngectomees with poorly defined or 
long areas of constriction (Figure 2, subjects E and F) 
have difficulty producing sound. However, some good 
speakers have a long constriction; therefore, this 
length is not the only factor in the production of 
good voice. For example, factors apart from the pseu- 
dolarynx such as senility, motivation, and hearing 
loss may be important. 

The value of professional speech teaching in the 
rehabilitation of the laryngectomized person cannot 
be overemphasized. Such persons need careful evalua- 
tion and instruction if a new voice is to be developed. 
The International Association of Laryngectomees re- 
cently reported the results of a questionnaire mailed 
to more than 7,000 laryngectomized persons.® Of the 
4,800 who responded, 75 per cent had learned to 
speak again by using esophageal speech exclusively. 
Three out of four who were using post-laryngecto- 
mized speech, however, experienced difficulty in its 
use. The reasons for failure and difficulty were not 
given, but in some instances lack of professional 
teaching may be presumed to have contributed. A 
few laryngectomized speakers have become so-called 
“lay” teachers. Operating without professional educa- 
tion, supervision, or knowledge of the many variables 
involved in speech learning, these persons may some- 
times be detrimental to their clients. At this institu- 
tion a number of laryngectomized persons who are 
excellent speakers serve as highly valued volunteer 
assistants to the teaching staff. By relating their own 
speech learning experiences, they serve a morale-build- 
ing function and help to orient the newcomer to the 
speech learning process. In a monthly meeting they 
work directly with the teachers in conducting lessons. 
The staff plans all instruction, however, and provides 
individual lessons to beginning speakers once or 
twice a week. 


Cleft Palate Speech 


Patients at the cleft palate clinic are evaluated 
by specialists in audiology, dentistry, otolaryngology, 
plastic surgery, radiology, and speech pathology. Uti- 
lization of radiography in the speech evaluation will 
be discussed here. 

Speech evaluation of cleft palate clients involves 
assessment of both articulation and voice. In normal 
speech, the palate is elevated during production of 
all sounds except the nasalized m, n and ng (ing). 
When speech tests indicate that problems are present, 


Figure 1. A radiograph of a laryngectomized person 
phonating the vowel “ah.” The arrow indicates the 
constriction of muscle fibers which is called the pseudo- 
larynx. In this subject the pseudolarynx extends from 
the level of the lower margin of the fourth cervical 
vertebra to the level of the lower margin of the sixth 
cervical vertebra. 


determination must be made whether or not they 
are caused by lack of contact between the muscular 
palate and the posterior wall of the pharynx. Such a 
deficit may cause certain articulation problems and/or 
nasal voice quality. Palatopharyngeal approximation 
may be assessed cinefluorographically or by use of 
spot radiographs of the subject at rest and during 
sustained phonation.* The vowel ee as in feet is espe- 
cially useful for this purpose since it is the vowel most 
apt to be nasalized.1° During its production the 
tongue fills much of the anterior portion of the mouth 
thus directing the air against the area of palato- 
pharyngeal closure. In phonation film, an adequate 
palate will usually appear in contact with the posterior 
pharyngeal wall. The extent of palatal movement 
from the neutral or rest position can be observed 
whether or not contact is made. 

Additional tests of the palatopharyngeal sphincter 
should be made. Oral breath pressure as measured 
manometrically is used to reveal escape of air through 
the nasopharynx via air passages not recorded in the 
x-rays. If the client can produce as much oral breath 
pressure with the nares open as with them pinched 
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closed, the palatopharyngeal mechanism is probably 
adequate.'® Manometric measures should be used in 
conjunction with radiography in that spuriously high 
pressure ratios may be obtained by contraction of 
the nares or less obviously by creation of pressure in 
the front portion of the mouth even though palato- 
pharyngeal closure is incomplete. Thus the radio- 
graphic and manometric procedures supplement one 
aonther. 

Palatopharyngeal inadequacy is also indicated by 
certain patterns of articulatory error. Workers at the 
University of Iowa have constructed a pressure articu- 
lation test to evaluate speakers’ ability to produce those 
sounds which best discriminate between adequate and 
inadequate palatopharyngeal closure.!° Intelligibility 
of the plosive sounds p and b is related to palatopha- 
tyngeal competency,!® and several studies have indi- 
cated that persons with cleft palate are more likely 
to misarticulate sibilants (s, z, etc.) than other 
sounds,?: 7. 14 

The clinical utility of radiography in palate evalu- 
ation is illustrated in Figure 3. The subject, a twelve- 
year-old boy with a congenitally short palate, dem- 
onstrated a compensatory forward movement of the 
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posterior wall of the pharnyx. Cinefluorography indi- 
cated that each time his palate was elevated the poste- 
rior wall was moved forward to meet it. Neverthe- 
less, closure was incomplete. This coordinated move- 
ment of palate and pharyngeal wall in speech is re- 
markable because it does not usually occur. When 
first seen, the boy made articulatory errors on the s, 
z, and | sounds, and his voice was moderately nasal. 
With speech lessons, which were conducted over a 
period of six months, he learned to produce the de- 
fective sounds correctly except for occasional dis- 
tortion. Some nasality remained, however, and the 
client reported that he had to be continually careful 
to avoid gross speech error. Because of these con- 
tinuing problems, a pharyngeal flap was performed. 
His speech and voice problems and his self-consci- 
ousness about speech were resolved without addi- 
tional instruction. 

Ratings of nasal voice quality are found to be 
related to measures of articulation deficiency.*: !® Thus 
the more severe the articulation problems in cleft 
palate speakers, the greater is the likelihood that 
trained observers will report the presence of nasality. 
This finding suggests that reduction of articulation 


Figure 2. Cinefluorographic tracings illustrating differences in the morphology of the pseudolarynx during 
phonation in six different persons. Subjects A, B, and C were good speakers; D was a fair speaker, and sub- 
jects E and F spoke poorly. The latter subject had a pharyngectomy in addition to laryngectomy. 
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Figure 3. Radiographs of a twelve-year-old boy who had a congenitally short palate. On the left, the subject 
is shown during quiet breathing. On the right, the same subject is phonating the vowel ee as in feet. The large 
arrow indicates a forward movement of the posterior pharyngeal wall; however, as indicated by the small arrow, 
palatopharyngeal closure was not complete. Comparison of the two films shows that some palatal movement 
did occur. Note that during the phonation film the tongue fills much of the oral cavity. 


deficiency is more fundamental than attention to nasal 
voice quality for cleft palate speakers. Successful re- 
pair of the palatopharyngeal mechanism, which may 
be accomplished surgically or prosthetically,? will 
facilitate development of articulation even though 
speech instruction frequently is needed to help the 
client learn to produce sounds correctly. Articula- 
tion errors in persons with adequately repaired mecha- 
nisms are amenable to remedial speech instruction 
whereas speech lessons in the presence of inadequate 
palatal structure are much less satisfactory. Successful 
repair will also result in reduction or elimination of 
nasal voice quality. 


Summary 


The use of radiography in the study of speech 
phenomena has been discussed with particular refer- 
ence to the disorders of laryngectomy and cleft pal- 
ate. Better understanding of the physiology of speech 
mechanisms and improved management of speech dis- 
orders can be accomplished when radiographic pro- 
cedures are employed. 

Acknowledgments: The authors wish to thank Mrs. 
JoAnn Clifford and Mr. Burton Johnson of the De- 
partment of Audiovisual Education for preparation 
of the illustrations. 
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The Origin and Development of Autopsy 


M. GENE REED, Wichita 


In the gloomy wood and stone anatomical 
theatre the candle light glinted on the scalpel 
as three hundred pairs of eyes watched the blade 
dissect the corpse’s cranial nerves. The air reeked 
of sweat, leather and putrefying flesh. High 
upon the gradients, jostled on all sides... . 

(Padua, 1598) 


Definition 


IN MODERN TERMINOLOGY the words ‘‘autopsy”’ and 
“post mortem’’ are used interchangeably. The word 
“autopsy” is of Greek derivation and, translated 
loosely, means to see with one’s own eyes. Applied 
to medicine, it means to dissect a dead body to 
determine what brought about death. “Post mortem,” 
of course, means after death. 


Obstacles in Development 


For centuries there was great reluctance to open 
the bodies of the dead. It is said that even Hip- 
pocrates had a horror of contact with corpses, lest 
the spirit of the deceased haunt him. This great mas- 
ter felt that anatomy was indeed the foundation of 
medicine but believed that one could learn it from 
open wounds. The Roman law of Galen’s time (162 
A.D.) prevented the use of human cadavers for the 
study of anatomy. In India, opening the body after 
death was forbidden by religion. An old Hebrew 
tenet, “He that toucheth the dead body of any man 
shall be unclean for seven days’ restrained the Jews 
from any post mortem procedure. 

Whether from traditional, religious, legal, or aes- 
thetic motives, these objections prevented any ad- 
vancement in medical knowledge for centuries. 


Editor's Note: M. Gene Reed is the wife of Dr. 
D. Cramer Reed of Wichita. Mrs. Reed wrote “The 
Origin and Development of Autopsy’’ as an English class 
thesis while working toward a degree. 
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Events Leading to First Autopsy 


“Historically, the adoption of the practice of 
autopsy examination marks the division between 
primitive and modern medicine.” 

Human interiors were certainly inspected by the 
early Egyptians. During centuries of elaborate em- 
balming procedures, the ‘‘taricheutes” eviscerated bod- 
ies and prepared them for the tomb. (According to 
Dr. Ibanez—fifty centuries and fifty million corpses!) 
In spite of this widespread practice, no knowledge 
of anatomy was transmitted by this civilization. 

It is generally accepted that the Romans did no 
dissecting of the human body. Galen, the great com- 
piler of ancient anatomy, dissected only apes and 
lower animals and based his conclusions of human 
anatomy on these findings. — 

In the 3rd century B.C., anatomical dissections 
were performed in Alexandria for the first time in 
medical history. This is particularly interesting in 
light of the classic Greek attitude toward dissections. 
While they venerated their dead far too much to 
allow such a procedure, they fostered it in a con- 
quered realm. These operations opened the door to 
the conclusion that diseases originate in various or- 
gans, rather than in any mysterious humours. Unfor- 
tunately, the practice had a relatively short life and 
was eventually prohibited. There is an interim of one 
thousand years before it appears again. ~ 


Autopsies Begin 


Spiro reports that “after the sixth century autop- 
sies were occasionally performed in Byzantium to 
learn the cause of plagues.” However, little was 
known about autopsies until the latter part of the 
thirteenth century. According to Dr. Krumbhaar, 
the first known medico-legal autopsy was performed 
by William of Saliceto (1201-1280) and his notes 
would indicate he had performed others. 
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In 1286 a physician of Cremona opened many bod- 
ies for the express purpose of discovering the cause 
of the pestilence which was sweeping the country. 
During the plague of 1347 the Pope ordered post- 
mortems to find the cause of that disease. 

Dr. Major writes that the first coroner's inquest 
was reported in 1302. A certain nobleman was be- 
lieved to have been poisoned, and the court ordered 
a post-mortem. Bartolome de Varignana, a professor 
of medicine at the Anatomical School of Bologna, 
performed the autopsy and verified the suspicions. 

One of the most famous teachers and physicians of 
the University of Padua was Gentile de Foligno. He 
is credited with one of the earliest recorded autopsies 
in 1341, on which occasion he found a gall stone. 

In 1410 Pietro dI Argelata carried out an autopsy 
on Pope Alexander V who had died suddenly and 
mysteriously. 

These and other examples show that the autopsy 
method was gaining precedence and power during 
the Middle Ages. 


Milestones 


In the latter part of the fifteenth century, the first 
book on pathological anatomy was written by An- 
tonio Benivieni and it correlated symptoms of disease 
with findings at autopsy. 

In Florence, another ‘“‘first’” was recorded in that 
same period. A post-mortem was performed for the 
sole purpose of discovering if the disease was of a 
hereditary character. 

Vesalius, of Padua, provided one of the landmarks 
in medical history with his Fabrica in 1555. Med- 
icine could progress no further without an accurate 
understanding of the structure of the body. The un- 
orthodox Fabrica supplied this knowledge. The book 
aroused much controversy because it dislodged the 
medical halo of Galen. 

“Vesalius’ tragic end was hardly a just reward for 
his monumental contribution. He was dissecting, with 
full consent of the relatives, the body of a Spanish 
grandee, and as he cut into the heart, the muscle gave 
a feeble contraction . . . (which is not uncommon in 
those recently dead). This was reported to the court 
of the Inquisition, and Vesalius was sentenced to 
death. . . .” (Guttmacher) 

The study of anatomy reached its zenith in Italy 
in the last part of the 16th century. There were thou- 
sands of students and beautiful anatomic theatres, 
particularly those at Padua and Bologna. The zeal 
soon spread to other European countries. 

Much of the human dissection for the next one 
hundred fifty years was done in behalf of art by 
physicians and artists in collaboration, notably Michel- 
angelo and Realdus Columbus, Da Vinci and Della 
Torr’, and Von Calcar and Vesalius. Their work 
greatly advanced the study of human form and mus- 
culature, and, of course, anatomic illustration. 
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Very little is written on the progress of pathological 
anatomy for almost a century. Physicians had become 
engrossed with two new problems—syphilis and gun 
shot wounds. 

That autopsies were still being carried on was 
indicated in an interesting report concerning William 
Harvey: 

“In the year 1635, there lived in the county 
of Shropshire one yeoman called Thomas Parr, 
reputed to be 152 years old. When his fame 
reached the ears of the Lord Thomas Howard, 
Constable of England, he was brought to London 
on a litter. There he was wined and dined, and 
in short order died. King Charles I commanded 
his personal physician, one William Harvey, to 
perform an autopsy on the remains of Old Parr. 
This was duly done, and Dr. Harvey pronounced 
all the organs of the deceased to be healthy and 
sound. It was noted that there was not even cal- 
cification of the costal cartilages. As no anatomic 
cause of death could be found, Old Parr was 
adjudged to have died of a surfeit... .” (M.D., 
June, 1957) 

In 1673 Van Leeuwenhoek, of Holland, developed 
the microscope. Although he observed a large num- 
ber of bacteria, he did not relate them to disease. 
Another century was to pass before this momentous 
connection would be made. 

Theophile Bonet, 1679, pursued the study which 
Benivieni had started two centuries earlier. In three 
large volumes he compiled a record of every known 
disease, with symptoms and pathological data—some 
3,000 protocols. 

The close of the 17th century saw pathology estab- 
lished as a science, and the next century witnessed 
constant advances in pathologic observing. 

Often called the father of anatomy, Giovanni Mor- 
gagni contributed one of the imperishable books of 
medicine, De Sedibus et Causis Morborum, published 
in 1761. This important work contained a vast array 
of pathological findings, arranged and indexed, pre- 
ceded by minute histories, symptoms, therapy and 
the relationship of the laboratory findings to the clin- 
ical picture. 

The 19th century marks the beginning of modern 
medicine when autopsy reached its full development. 

In 1801 Dupuytren wrote his treatise on patho- 
logical anatomy based on his observation of 1,000 
autopsies. 

Passionately devoted to his work was the patholo- 
gist, Bichat. It was said that he frequently slept at 
the morgue. During one winter he performed more 
than 600 post-mortems. His important work was 
Anatomic Générale, published in 1801. Previous 
writers had discussed individual organs. Bichat’s de- 
scription of the various systems of the body had a 
profound effect on clinical medicine. This amazing 
pathologist introduced the technique whereby tissues 
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obtained at autopsy could be preserved for future 
microscopic study. 

Bichat influenced other French physicians, espe- 
cially Corvisart, who used the autopsy to study the 
development of disease and made diagnoses from 
laboratory findings. He instituted routine autopsies 
at the College de France, and as Sigerist reports: 

“Immense was the delight of the doctor and 
his pupils if this confirmed the diagnosis. Still 
more instructive, however, were instances in 
which discrepancies arose. They gave Corvisart 
an opportunity of showing, in masterly fashion, 
how and why he had erred and of explaining 
what was to be learned from these new observa- 
tions.”” (Farber) 

Undoubtedly, the most prolific pathologist was 
Carl Rokitansky of Vienna. During his 48 years at 
the Pathological Institute, “the number of autopsies 
performed by him or by assistants under his direction 
had reached the astounding number of 59,786! In 
addition . . . there were at least 25,000 medico-legal 
autopsies !’’ (Major) His autopsy techniques, though 
modified, are still followed today. 

While Dr. Major considers Morgagni the father 
of pathology, Saphir and Farber feel that this role 
belongs to Virchow. In 1858 Virchow wrote one 
of the great books of medicine, Cellular pathologie, 
which presented a revolutionary concept—the funda- 
mental role of the cell. It was his theory that sick- 
ness was a result of diseased cells. ““Morgagni had 
pointed out the importance in pathology of an organ 
as the seat of disease; Bichat had called attention to 
the importance of tissues; now Virchow pointed out 
the fundamental role of the cell.” (Major) This the- 
ory is today the basis of the cancer concept. 

“Beginning with Vienna in 1806, chairs of patho- 
logic anatomy were rapidly established in many coun- 
tries, cooperation with hospital deadhouses estab- 
lished, autopsies abounded and medical teaching and 
progress prospered.’” (Krumbhaar) The British and 
Irish were quick to follow the developments on the 
continent, and a wealth of information was gained 
from autopsy. Even more important, the ground work 
was laid for future revelations. 

Although the microscope had been a potential ally 
for over a century, it remained for Pasteur and Koch 
“to excite new interest into Van Leeuwenhoek’s ‘lit- 
tle animals’ and usher in an exciting period in modern 
medical history.” (Major) As a result of their dis- 
coveries, bacteriology was to dominate the last quar- 
ter of the 19th century. 

Robert Koch demonstrated Pasteur’s germ theory 
in diseases and developed the laboratory techniques 
necessary to prove their etiology. Among the patho- 
genic agents discovered by Koch were: the anthrax 
and tubercle bacilli, cholera vibrio and ophthalmus 
bacillus. 
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The close of the 19th century saw other micro- 
organisms identified and demonstrated. The micro- 
scope became a great boon to the science of autopsy. 


Development in America 


Although somewhat belated, the history of the 
autopsy in America followed a similar pattern and 
reflected teachings of the various homelands. 

Benjamin Franklin was one of the instigators of 
the first medical school, now known as the Univer- 
sity of Pennsylvania, which was founded in Philadel- 
phia. The first class graduated in 1768. Major tells 
us that a member of the faculty, Philip Physick, was 
kept busy with post-mortem studies of victims of the 
yellow fever epidemic of 1793. 

Even earlier autopsies are reported in the New 
World. Hektoen writes of the autopsy of the double 
human monster in San Domingo in 1533. This oper- 
ation was authorized by the church “to determine 
whether one or two souls should be baptized . . . each 
would have been a beautiful woman.” — ie 2, 

In 1605 and 1606 members of Champlain’s group 
on Ste. Croix Island and at Port Royal were victims 
of scurvy. During the second year twelve of the forty- 
five died. 

Our surgeon, named Des Champs, of Hon- 
fleur, a man skilled in his profession, opened 
some of the bodies to see if he could discover 
the cause of this illness better than those who had 
tried the previous year. He found the same 
parts of the body affected as in those opened 
on Ste. Croix Island and could discover no rem- 
edy for curing them, anymore than had the 
others. (Kektoen) 

These studies were truly’ amazing when we con- 
sider that in Europe at the corresponding period, 
post-mortem examination was in its earliest stages. 

The first medico-legal autopsy in the colonies was 
done in 1691 on the body of Governor Slaughter 
of New York. Only four times previously had other 
autopsies been performed. 

Although medicine was not well-developed in 
America, two works on pathologic anatomy were 
written here in the early 1800's. William Edmonds 
Herner wrote a treatise on pathology in 1829. Ten 
years later Samuel D. Gross, of Philadelphia, pub- 
lished a textbook of pathology, “the first exhaustive 
treatise on pathological anatomy in the English lan- 
guage.” (Major) 

By the middle of the 19th century America was 
producing its own medical scientists and, with their 
contributions, the prestige of American medicine was 
becoming established. In just a century this country 
would replace Vienna as the mecca of medical science. 

In 1905 one of the most fascinating autopsies in 
history was performed. It is of especial interest be- 
cause it was done 113 years after death had occurred. 
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John Paul Jones, of ‘Don’t give up the ship” fame, 
had been buried in France. When the United States 
ambassador learned that the little cemetery was to be 
uncovered in a slum-clearance project, he tried to 
find the remains of the naval hero. 

“Three weeks of exploration disclosed five 
lead coffins, one of which was believed to con- 
tain his remains. By a meticulous process of 
elimination, a body fitting that of Jones in all 
details was found. The body was is remarkably 
good condition. Although there was no evidence 
that it had been embalmed, there was a strong 
odor of alcohol about it. . . . Two anthropol- 
ogists and historians were responsible for the 
decision that the autopsy was performed on the 
right body. The correlation of the known clin- 
ical history with the findings at autopsy enabled 
the examiners to conclude that the body was that 
of John Paul Jones.” (Physician's Bulletin, 
1958) 


Current Status and Role 


Today there are few restrictions on autopsies. The 
general rule is that the next of kin has the right of 
burial, and, accordingly, the right to grant or with- 
hold an autopsy. 

At present there are two schools of thought re- 
garding the current and future roles of autopsy. In 
1956 Dr. Isaac Starr wrote a controversial article on 
the values of autopsy today. He declared that post- 
mortems had become routine and burdensome; that 
the emphasis on pathology denied the existence of 
mental and emotional disorders; that no therapeutic 
advances had come from that school; and that pre- 
ventive medicine was ignored. 

The opposing school was righteously indignant 
and, led by the eminent Dr. Cannon, lashed out im- 
mediately and vigorously. ‘The autopsy is becoming 
more important today mainly because we are in such 
an unusually active period of chemical, hormonal 
and isotopic therapy; and the final evaluation of most 
of these newer forms of treatment must come from 
post-mortem findings.” 

It may be that the post-mortem has already made 
its chief contributions to medical science and, indeed, 
that it has become routine. But just as from other 
procedures which have become routine, such as a 
complete blood count, other observations and discov- 
eries can be made. For only by such a procedure can 
we measure the effectiveness of mew advances in 
the treatment of cancer, leukemia, collagen diseases 
and other unsolved mysteries. Only from such pro- 
cedures can we furnish adequate explanations for 
unexpected deaths. So long as diseases alter the vari- 
ous structures of the body, the autopsy will remain 
a valuable adjunct to medical science. 


Medical Association, 49:7, July, 
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Headaches, Secondary Amenorrhea and 
Progressive Failure of Vision 


Case Presentation 


A 29-YEAR-OLD WHITE WOMAN was admitted for the 
first time to KUMC complaining of failure of vision 
of about two years’ duration. Two months before 
admission she noted the sudden and rapid deteriora- 
tion of vision in both eyes, particularly the left one, 
and she could no longer read a newspaper. 

She had had two normal pregnancies, the first one 
at age 17 and the second at 25. Following her second 
pregnancy she had been amenorrheic until the present 
admission. When she was 16 years old she began 
to have headaches which were diagnosed as migraine, 
and when she was 23 she was seen in the medicine 
and neurology outpatient clinics where the diagnosis 
of migraine was confirmed. The patient said that 
nervousness seemed to precipitate her headaches, and 
a typical migraine attack would begin with scintil- 
lating scotomata, either straight ahead or in the upper 
visual fields, followed by a large, central, “clear” 
scotoma. Afterward she developed a “‘dreamy”’ state 
in which she was conscious and could walk, talk, 
hear and carry on a conversation but in which a 
peculiar quality of familiarity existed (deja vu phe- 
nomenon). She had a tingling sensation in her hands, 
usually in the left hand. She had nausea and frontal 
or unilateral headache. With the inception of her 
second pregnancy she had had no further episodes 
of migraine until the night before her admission. 

Her mother had had severe headaches, but other- 
wise her family history was non-contributory. 

The patient was a slightly obese, white woman 
who was alert and active, and who seemed to be in 
no apparent distress. Her blood pressure was 117/70; 
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from recordings of the proceedings of the conference par- 
ticipated in by the departments of medicine, pediatrics, 
surgery, radiology and pathology of the University of 
Kansas Medical Center as well as by the third and fourth 
year classes of students. 


a 


her pulse was 80 and regular. A right carotid systolic 
bruit was heard in the neck. All of the deep tendon 
reflexes were hypoactive, and the visual acuity was 
20/40 in the right eye and less than 20/100 in the 
left eye. There was a minor superior temporal quad- 
rant defect in the right eye and a nearly complete 
temporal hemianopia, probably involving the macula, 
in the left eye. She was righthanded. Otherwise the 
neurological examination was “negative.” 

A voided urine specimen showed a heavy trace 
of albumin and 25 to 30 pus cells per high power 
field. The hemoglobin was 11.8 gm. per cent. A 
white count was 7,550 with 53 per cent polymorpho- 
nuclear neutrophiles, 39 per cent lymphocytes, 1 per 
cent eosinophiles and 7 per cent monocytes. The 
mean corpuscular hemoglobin concentration was 31.4. 
The serology was non-reactive. The serum sodium 
was 143 mEq/L; potassium, 3.7 mEq; chloride, 
106 mEq; calcium, 2.7 mEq; bicarbonate, 28.0 mEq; 
and phosphorus, 5.2 mEq. The fasting blood sugar 
was 72 mg. per cent with hourly glucose tolerance 
values of 72, 106, 59 and 63 mg. per cent. There was 
no glycosuria. At 8:00 a.m. the circulating eosino- 
phile count was 150 per cubic millimeter. Three and 
one-half hours after she received 20 units of ACTH 
intramuscularly, the eosinophile count was 88 per 
cubic millimeter. The urinary 17-ketosteroids were 
9 mg. and 17-hydroxysteroids were 9.1 mg. per 24 
hours. An electroencephalogram was normal. The 
I-131 thyroidal uptake was 19 per cent in 24 hours. 

An operation was performed on the eighth hospital 
day. The systolic blood pressure did not drop below 
110 mm. of mercury during the entire 4-hour pro- 
cedure. She was given 500 ml. of bank blood. Im- 
mediately upon recovery from anesthesia she had 
a profound left hemiplegia with a left Babinski sign. 
The pupils were small and equal and reacted to light. 
She would squeeze her right hand on command, but 
she would not speak. Three and one-half hours after 
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completion of the operative procedure a lumbar punc- 
ture was performed because of continued left hemi- 
plegia. The spinal fluid was moderately bloody with 
a pressure of 300 mm. Four hours after operation 
she would hold up two or three fingers of her right 
hand as directed, but she would not open her eyes 
or speak. Ten hours after operation the left hemi- 
plegia was still present, and she no longer responded 
to commands. Her right hand and foot moved aim- 
lessly. Her blood pressure remained stable through- 
out the postoperative period. The urinary output 
was satisfactory. Twelve hours after operation the 
right pupil appeared to be larger than the left. The 
respiration became periodic, and a right Babinski 
sign was present. The surgical wound was reopened, 
and further surgery was done. She remained comatose 
and gradually developed hypotension. Her pupils be- 
came dilated and fixed. Twenty-three hours after 
completion of the initial operation all cardiac and 
respiratory actions ceased. 

Dr. Mahlon Delp (moderator): Are there any 
questions ? 

Josephine Anderson (fourth year medical stu- 
dent) :* Will you describe her headaches in more de- 
tail ? 

Dr. Keith Whitaker (resident in neurosur- 
gery):** There seemed to always be a typical train 
of events associated with her headaches. They were 
not always unilateral, and I believe that they were 
more frequently bi-frontal. 

Miss Anderson: What kind of attack did she 
have just before admission ? 

Dr. Whitaker: She had a typical migraine at- 
tack which was exactly the same as those she had 
experienced up to the period five years before her 
admission. 

Frank Chesky (student): Did she have any stiff- 
ness of her ‘neck? 

Dr. Whitaker: No, she did not. 

Ivan Carper (student): Had she always been 
obese, or did she develop obesity after the onset of 
her symptoms ? | 

Dr. Whitaker: She was not markedly obese; she 
was just an average plump young housewife. 

Herbert Curran (student): Did she cease to 
lactate after the birth of her second child? 

Dr. Whitaker: Her breasts remained large after 
the last delivery and up to the present time, and she 
had had intermittent lactation during the past sev- 
eral years. I do not believe she nursed her last baby. 

Mr. Carper: Did she have a history of polyuria? 


* Although a medical student at the time of this con- 
ference in April, 1959, she, like the others referred to as 
students, received the M.D. degree in June, 1959. 

** Although a resident in neurosurgery at the time of 
this conference in April, 1959, he is now captain, Medical 
Corps, Lackland Air Force Base. 
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Dr. Delp: She had had polyuria and polydipsia of 
one month’s duration about four months before she 
was first seen here. 

Hugh Cox (student): What was the specific 
gtavity of the urine on admission ? 

Dr. Delp: It was 1.016. 

Melvin Cheatham (student): Was there any 
acromegaly ? 

Dr. Whitaker: No, there was not. 

Mr. Curran: Was a catheter specimen obtained 
on the first urine? 

Dr. Whitaker: No. 

Mr. Chesky: Was a blood urea nitrogen value 
obtained ? 

Dr. Whitaker: No. 

Mr. Cheatham: Were any other calcium or phos- 
phate levels reported? 

Dr. Whitaker: No, they were not. 

Mr. Carper: Did the patient make any attempt 
to speak following surgery? 

Dr. Whitaker: I do not know whether she at- 
tempted to talk or not; no one ever heard her say 
a word. 

Mr. Curran: Will you describe the eyegrounds on 
admission ? 

Dr. Whitaker: They were normal, although there 
was some question about the possibility of temporal 
pallor. 

Dr. Robert Hudson (internist): Before her ad- 
mission did the transient weakness or tingling of her 
hands ever occur after the headache formed? 

Dr. Delp: The tingling sensation occurred with 
the onset of the headaches or as a premonitory sign 
of their onset. 

Dr. Robert Manning (internist): Was there any 
evidence of metastatic calcification or cataracts? 

Dr. Whitaker: No. 

Dr. Manning: Were any of her symptoms sug- 
gestive of tetany? 

Dr. Whitaker: No. 

Dr. Manning: Did she complain of numbness 
around her mouth? 

Dr. Whitaker: No. 

Dr. Delp: May we have the x-rays now, please, 
Mr. Cheatham? 


X-rays 


Mr. Cheatham: On admission a PA view of the 
skull shows no bony abnormalities of the cranial 
vault. The frontal sinuses appear to be clear, and 
there is no calcification of the pineal body. The most 
significant finding in the lateral view is the tre- 
mendous enlargement of the sella turcica which 
measured about 14 x 21 mm. on the regular films 
(Figure 1). The posterior clinoid process is poorly 
defined. 
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Figure 1. Lateral view of skull taken on admission. 


A carotid arteriogram done two days before sur- 
gery shows normal filling of the internal carotid 
artery to the carotid siphon on the right side. The 
anterior cerebral artery does not fill well. Of most 
significance is the lateral shift of the carotid siphon 
away from the midline (Figure 2). The lateral view 
shows essentially the same findings with normal 
filling of the carotid siphon. The middle cerebral 
artery fills well throughout its distribution. Again, 
the filling of the anterior cerebral artery is probably 
not normal. 

Another internal carotid arteriogram done four 
hours postoperatively shows the bone flap turned 
for a right fronto-parietal craniotomy. On the left 
side there is filling of the internal carotid artery, some 
filling of the middle cerebral distribution, and the 
anterior cerebral artery appears to be well outlined. 
There is shifting toward the left possibly indicating 
increased pressure on the right. There is partial filling 
of the internal carotid artery on the right, but there 
is no filling of the rest of the vascular distribution. 
A thrombosis or pressure may have been exerted on 
the artery, or, possibly, a spasm may have caused the 
artery not to fill any farther. 

A lateral film four hours after surgery shows filling 
of the right internal carotid artery and into the right 
external carotid. Most of the vessels are filling from 
the external carotid. The internal carotid narrows 
progressively until there is no more filling of the 
middle anterior distribution. 

Dr. Delp: I believe that the patient’s death was 
not anticipated. Mr. Chesky, will you give us your 
primary diagnosis and your opinion as to the immedi- 
ate cause of death? 
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Differential Diagnosis 


Mr. Chesky: This 29-year-old woman was ad- 
mitted here with the complaint of failure cf vision 
over a period of two years. She had a history of 
migraine headaches. She had had amenorrhea for 
four years following the delivery of her second child. 
Because of the progressive failure of vision and cer- 
tain questionable laboratory findings, my initial diag- 
nosis is an expanding lesion either in the sella or 
suprasella area of the cranium. 

Sarcoid granuloma, gumma, amyloidosis and tuber- 
culosis of the pituitary can be dismissed because of 
the lack of history and physical findings and because 
of the negative laboratory values. 

Metastatic carcinoma of the pituitary is a possible 
diagnosis, but it is a rare disease and can be ruled out 
because of the duration of the patient’s illness, and 
because there was no evidence of primary carcinoma. 

Meningioma of the tuberculum sellae init:a!ly 
can cause visual manifestations and pressure atrophy 
of the pituitary, but I shall dismiss it as a primary 
diagnosis because of the negative x-ray findings. 

Thirty-five per cent of intracranial aneurysms oc- 
cur between the ages of 21 to 40. They are seen 
specifically in the anterior communicating artery, the 
anterior cerebral and the internal carotids, and re- 
main silent in the vast majority of cases. Those which 
are not ruptured may cause symptoms of visual field 


Figure 2. Carotid arteriogram taken two days be- 
fore surgery. 
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loss or of extraocular muscle paralysis, neither of 
which was present in this patient. 

Eosinophilic granulomas cannot be completely dis- 
missed, although there was no evidence of acromegaly, 
a condition which is usually present in that disease. 

My final diagnosis is chromophobe adenoma. This 
is a slow-growing tumor and the most frequent of 
pituitary adenomas. Its early manifestation is usually 
gonadotrophic failure which may be manifested by 
secondary amenorrhea. Visual defects occur in the bi- 
temporal fields as the tumor expands. In our case a 
glucose tolerance curve was low, and there were 
borderline values in the Thorn test and the I-131 
uptake study, all of which is compatible with chromo- 
phobe adenoma. The thyroid and adrenal functions 
are often not eliminated until several years after the 
onset of the disease, and that, together with the x-ray 
findings of ballooning of the sella turcica, substan- 
tiates the diagnosis. Twenty per cent of chromophobe 
adenomas are cystic. Hemorrhage into the cyst could 
account for the sudden diminution of vision two 
months before admission. In regard to the correlation 
between the amenorrhea and the second delivery: 
chromophobe adenomas can grow during pregnancy. 
It is my assumption that the patient underwent sur- 
gery to have a hypophysectomy. The left hemiplegia 
may have been the result of vascular spasm or throm- 
bosis during the operation, and there may have been 
diffuse infarction of the cerebral hemisphere. The 
edema manifested itself by the progression of dimi- 
nution of the sensorium, dysesthesia, and aimless 
movements of the right arm and leg. Pressure on 
the brain stem may possibly have been due to hernia- 
tion over the tentorium with resultant pupillary signs, 
respiratory involvement, hypertension and death. 


Clinical Discussion 


Dr. Delp: Thank you, Mr. Chesky. Four months 
before admission the patient had had polyuria for 
about one month, but she had no polyuria when she 
was seen here as an outpatient or three to four weeks 
later when she returned as an inpatient. How do 
you explain that, Mr. Cox? 

Mr. Cox: A hemorrhage into the tumor with pres- 
sure on the posterior hypophysis could cause a rela- 
tive diuresis by obstruction of the antidiuretic hor- 
mone release. Although it may have been only tem- 
porary as a transient episode of diabetes, I believe 
that an acute expansion of the pituitary gland would 
be the most likely cause. 

Dr. Delp: What is your explanation, Miss Ander- 
son ? 

Miss Anderson: Hemorrhage into a cyst could 
have increased the pressure in the area of the hy- 
pothalamus, and could give rise to a transitory dia- 
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betes insipidus. Also at that time there was retro- 
gression of the eye signs. 

Dr. Delp: It was reported that the patient had 
intermittent lactation. Her finger size increased be- 
cause her rings became too tight, and she had to 
wear a larger glove. How do you interpret that, Mr. 
Carper ? 

Mr. Carper: An eosinophilic adenoma could 
cause acromegaly which would be the only evidence 
of such a process. Such a tumor could be histiological- 
ly diagnosed as a chromophobe one. 

Dr. Delp: Mr. Cox? 

Mr. Cox: Fifteen cases were reported in which 
there was evidence of acromegalic features without 
frank acromegaly in lesions of the pituitary. Three 
of the cases were diagnosed as chromophobe adeno- 
mas secreting lactogenic hormones. 

Dr. Delp: It was reported that the patient had 
alterations in the distribution of hair. Do you attach 
any significance to that, Miss Anderson? 

Miss Anderson: There would not necessarily be 
any alterations as a result of the chromophobe adeno- 
ma. A functioning tumor of the pituitary gland such 
as an eosinophilic adenoma could cause hirsuitism. 
She had no loss of hair which would be associated 
with hypo-adrenalism, but that could have occurred 
later from the pressure of the chromophobe adenoma 
of the pituitary. 

Dr. Delp: Assuming that the calcium value of 
2.7 mEq and the phosphorus value of 5.2 mEq are 
correct, how do you explain them, Mr. Cox? 

Mr. Cox: I assume that they are incorrect. If this 
is a true calcium value, there probably would have 
been some evidence of tetany, but there was none. 
Levels of calcium content below 3.75 mEq usually 
lead to tetany. In my opinion these values are com- 
pletely reversed, and, if this is the case, both of the 
levels are in the normal range as would be expected in 
this case. 

Dr. Delp: Miss Anderson, do you believe that 
the phosphorus level is compatible with the diag- 
nosis ? 

Miss Anderson: Although the phosphorus value 
goes up in eosinophilic granulomas, occasionally there 
is an associated hyperparathyroidism in which the 
phosphorus is low. 

Dr. Delp: Mr. Carper? 

Mr. Carper: There is no evidence of control of the 
parathyroid glands by the pituitary, so the lesion could 
not have been caused by the lack of pituitary function. 

Dr. Delp: What do you believe was the cause of 
the patient’s death, Mr. Cox? 

Mr. Cox: Thrombosis, either primary or secondary 
to spasm, could have led to increased edema and 
progression of the other signs and symptoms. I also 
believe that she had an infarct on that side. 
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Dr. Delp: Do you agree, Mr. Carper? 

Mr. Carper: I believe that a thrombus was present. 
One would not, however, expect to see atherosclerosis 
in a patient of that age, so the cause of the thrombus 
is an interesting question. I believe the history of 
migraine and spasm is significant. 

Dr. Delp: Mr. Curran? 

Mr. Curran: Progressive massive edema was prob- 
ably developing on the right side and involving the 
left side during the first eight or ten hours while her 
sensorium was still fairly clear. I believe that there 
was brain stem involvement with pressure against the 
tentorium and respiratory arrest. 

Dr. Delp: Assuming that this was spasm, what is 
your explanation for it other than the migraine, Mr. 
Cheatham ? 

Mr. Cheatham: Blood in the subarachnoid space or 
the touching or manipulation of any of these vessels 
could cause spasm which could be transient or could 
lead to frank infarction of the brain. 

Dr. Delp: Dr. Bolinger, what is your explanation 
for these disturbing calcium and phosphorus values? 

Dr. Robert Bolinger (internist): I believe that an 
error may have been made somewhere. 

Dr. Delp: Is it true that the phosphorus is some- 
times elevated ? 

Dr. Bolinger: The phosphorus is frequently ele- 
vated in eosinophilic adenoma but not in eosinophilic 
granuloma of the pituitary. The fact that the calcium 
is usually not altered is difficult to explain. If the 
calcium were altered tetany would be present. 

Dr. Delp: Do you believe that the patient had 
acromegaly ? 

Dr. Bolinger: She was specifically asked questions 
concerning the signs of early acromegaly. Apparently 
she had been lactating intermittently. She stated that 
her shoes had gone up two sizes, and her glove size 
had increased. Those signs were interpreted as indi- 
cating acromegaly. The lactation and amenorrhea 
could be explained on the basis of a hypothalamic 
disturbance, but that would not explain the changes 
in her hands and feet. 

Dr. Delp: May we have your comments, Dr. 
Williamson ? 

Dr. William P. Williamson (surgeon): Pre-oper- 
atively there was little doubt that the patient had a 
pituitary tumor because of the failure of vision with 


bi-temporal field cuts. It was my opinion that she had 


early optic atrophy. She did not appear to be acrome- 
galic. We believed that she had a chromophobe ade- 
noma. The peculiar history of unusually severe mi- 
graine headaches with the scotomas was of interest. 
An arteriogram was done pre-operatively for two rea- 
sons: first, to verify the presence of a mass extending 
from the sella turcica; and, secondly, to determine 
whether there was a temporal lobe tumor. The arterio- 
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gram showed no shift or disturbance of the middle 
cerebral artery, so it was assumed that that ruled out 
temporal lobe tumor and intracranial aneurysms and 
verified supracellar tumor. Without any unusual con- 
cern about the risk we proceeded with the craniotomy. 
The tumor proved to be cystic which accounted for 
the sudden loss of vision. There was a cyst in the 
tumor and a hemorrhage in the cyst. On exposure 
of the tumor the chiasm was markedly compressed, 
and the optic nerves were stretched around it. The 
cyst was bluish and fluctuant. A needle was placed 
in the tumor, and fluid old blood was aspirated, 
verifying an old sudden hemorrhage which caused the 
sudden loss of vision. By simple aspiration the tumor 
was totally collapsed which relieved the chiasm of 
all of its compression. The reason for the operation 
was to save her vision. There was no trauma to the 
carotid artery, and there was no prolonged traction or 
difficulty with hemostasis. The capsule was opened 
and inspected down into the sella turcica which was 
essentially empty. The tumor was mostly cystic, and it 
was difficult to find enough tumor to obtain a good 
biopsy specimen. It is significant that, mechanically, 
there was no trauma or touching of the carotid arter- 
ies. The operation proceeded smoothly and easily. 


Figure 3. Characteristic chromophobe cells in the 
pituitary tumor. H. and E. 
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We were, therefore, shocked and surprised when pro- 
found left hemiplegia developed after the operation. 
The neurosurgeon’s immediate problem was whether 
there was bleeding intracranially from a subdural or 
extradural hemorrhage. During the first few hours 
there was hope that the hemiparesis would clear sim- 
ply as the patient came out of the anesthesia. A spinal 
tap was done, and her pressure was only 300 mm. 
with the expected amount of blood which did not 
appear to be massive intracranial bleeding. 

A carotid arteriogram was interpreted as profound 
spasm of the vessels. The artery tapered off to a small, 
thin thread and stopped. With the needle in the carot- 
id artery intra-arterial papaverine was injected, but 
without results. She was given carbon dioxide and 
oxygen, and the stellate ganglion was blocked, but 
none of these procedures were effective; the neuro- 
logical picture did not change. When her pupils be- 
came fixed and dilated it was obvious that she was 
going to die with infarction of the brain and com- 
pression of the brain stem. 

As a heroic gesture she was returned to surgery for 
a right frontal lobectomy which can be done without 
increasing neurological deficit. On opening the dura it 
was remarkable to see that the arteries of the brain 
had no blood in them whatsoever; they were com- 
pletely empty. The veins were black, and the right 
hemisphere had obviously been infarcted. Knowing 
that she was going to die the frontal lobe was cut off, 
and the wound was closed. An interesting observation 
here is that the patient had had serious severe mi- 
graine headaches until she developed a pituitary 
tumor, whereupon the migraine headaches stopped. 
As soon as the surgeons touched the pituitary tumor, 
her arteries went into spasm so severe that they 
became thrombosed and the patient died. 

At that time we had no explanation for that phe- 
nomenon, and unless one is forthcoming now, we 
still have none. I have never seen such an exceedingly 
rare complication of surgery in the region of the 
pituitary, and I have never read about it in the experi- 
ence of anyone else. Many more traumatic operations 
for craniopharyngeomas and for aneurysms around 
the Circle of Willis have been performed without 
causing vasospasm leading to thrombosis. 

Dr. Delp: Thank you, Dr. Williamson. May we 
have your comments now, Dr. Hudson? 

Dr. Hudson: This is one of the most intriguing 
histories that I have ever heard. The extravasation of 
blood into the subarachnoid is an inconstant cause of 
vasospasm, and cannot be pinned down definitely to 
specific situations such as this. Whether or not chem- 


icals can cause vasospasm of such a degree is un- 


known, but recent observations show that many 
migraine patients gain 10 to 20 pounds of fluid just 
before the onset of their headaches, and that, in turn, 


could explain some of the patient’s difficulty with her 
gloves and shoes. More important from that stand- 
point, however, is that the fluid accumulation is often 
primarily localized in the peri-orbital region. Studies 
of the fluid show that, chemically, it has the character- 
istics of a polypeptide. When injected into the skin it 
produces the typical histamine type of response. If a 
sufficient amount of it is given subcutaneously, even 
in a normal individual, it will produce shock or 
lowered blood pressure, all of which has led to the 
belief that the chemical resembles the old peptone 
type of antiphylactic substance. An interesting con- 
jecture is that the fluid in the pituitary cyst might 
have been extravasated (as would normally occur as 
it was needled), and might have tipped off severe 
vasospasm in an individual who had inherited ten- 
dencies to cerebral vasospasm, as I believe that our 
patient did. 

Dr. Delp: Thank you. May we have your report 
now, please, Dr. Smith? 


Pathological Report 

Dr. O. Dale Smith (pathologist) :* The patient 
was a well nourished woman who weighed 160 
pounds and was 5 feet and 6 inches tall. She had 
normal axillary and pubic hair. The surgical defects 
previously mentioned were present. There was some 
peri-orbital edema on the right side, and there was 
some injection of the scleral vessels on the right. The 
heart, kidneys and liver were not noteworthy. There 
were few focal areas of atelectasis and some compen- 
satory emphysema in the lung, but these were of 
minor importance. 

The most important changes were in the hy- 
pophysis. The posterior lobe was not identified, either 
grossly or microscopically, and the pituitary was con- 
verted into a thin cystic structure about 3 cm. in 
diameter which filled the expanded sella. 

In the normal pituitary a horizontal section clearly 
shows a tendency for the acidiphils to form in the 
lateral portions of the anterior lobe, and the baso- 
philes tended to form a mantle around the periphery 
of the acidophiles. These features were well seen in 
material stained with periodic acid Schiff and orange 
dyes which clearly delineated these cell types. 

The pituitary tumor when stained by the PAS 
method failed to show any of its cells which accept 
these differentiating dyes, and it was then quite char- 
acteristic of a chromophobe adenoma (Figure 3). 
Many areas of the pituitary showed, in addition to 
hemorrhage and gelfoam, tissue which was cyto- 
logically differentiated into the usual acidophiles and 
basophiles. 


* Although a pathologist at the University of Kansas 
Medical Center at the time of this conference in April, 1959, 
he is, at the present time, pathologist at the Baptist Me- 
morial Hospital, Kansas City, Missouri. 


| 
: 
| 
| 
| 
| 


410 THE JOURNAL OF THE KANSAS MEDICAL SOCIETY 


A survey of the target organs of the pituitary is of 
interest. The ovaries were symmetric, decreased in 
size, and had many follicular cysts. They were lined 
by granulosa, theca interna, and theca externa blend- 
ing into ovarian stroma. There were no corpora lutea, 
and there were only a few corpora albicantia. There 
was no evidence that the patient had ovulated recently 
or in the distant past. These ovarian changes should 
not be confused with the polycystic ovaries’of Stein- 
Levinthal which are large. The endometrium was 
atrophic correlating well with the amenorrhea which 
she had had for four years. It seems reasonable to 
conclude that these findings would implicate a failure 
of the gonadotropins. 

There was an overall increase in fibrous tissue and 
in the production of distinct lobulation. The stroma 
contained focal collections of lymphocytes which pro- 
duced lymphoid follicles. The thyroid acini were fair- 
ly well filled with colloid, and it must be concluded 
that this was probably a fairly well-functioning gland. 
Apparently it had in the past experienced some hyper- 
plasia with irregular involution. 

The adrenals appeared normal. Fat stains showed 
the zona glomerulosa, an area not stimulated by the 
adenohypophysis, to be depleted of fat. The zona 


Figure 4. Recent infarction of nervous tissue, pete- 


chial hemorrhage and vascular congestion in the right 
cerebral hemisphere. 


Figure 5. Marked chromatolysis and pyknosis of 
neurons in Ammon’s Horn in right cerebral hemisphere. 


fasciculata and the zona reticularis seemed to be 
normal. It is interesting to speculate that the hypo- 
physeal changes lead to failure of gonadotropic but 
not thyrotropic or adrenotropic hormones. 

The lumen of the right internal carotid artery was 
filled with fibrin, red cells and masses of platelets. 
There was some early reaction in the vessel wall which 
showed changes of recent thrombosis. The right cer- 
ebrum showed the diffuse changes which occurred 
with the occlusion of the right internal carotid artery. 
The entire right cerebral hemisphere was infarcted 
(Figure 4) which probably accounted for her terminal 
event. 

The neurons in Ammon’s Horn on the right (Fig- 
ure 5) showed marked chromotolysis and pyknosis, 
but because the nuclei were still present we must ac- 
cept this as being recent. There was no evidence of 
gliosis or fibrosis. A comparable area from the Hippo- 
campus on the left was normal (Figure 6). 

Dr. Delp: Are there any questions of Dr. Smith? 

Mr. Curran: To what part of the internal carotid 
were you referring ? 

Dr. Smith: It was intracranially as it exists from 
the base of the skull. 

Dr. Hudson: Assuming that there was no throm- 
bus at the end of surgery, how long do you believe 
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it would have taken for occlusion to occur from 
thrombus formation ? 

Dr. Smith: Neutrophiles were beginning to ac- 
cumulate around the vessel, and I would judge that 
it would take several hours after the initial throm- 
bosis. 

Dr. Delp: The patient lived for 24 hours after 
surgery, and that is a long time. 

Dr. Hudson: She was immediately hemiplegic. 
She responded within an hour from the time the 
wound was closed, and the hemiplegia was profound 
at that time. 

Dr. Smith: I believe the changes in the vessels 
were compatible with thrombosis within the 24 hours. 

Dr. Delp: Dr. Steegmann, you saw the patient in 
1952 and subsequently in consultation; may we have 
your comments about her migraine? 

Dr. A. T. Steegmann (neurologist): There was 
no question in my mind that she had migraine. The 
old x-rays showed the sella to be completely normal. 
There was a family history of migraine, and, appar- 
ently, her second disease was acquired later. 

Dr. Delp: This patient had the most classical his- 
tory of migraine I have ever heard or seen. She had 
absolutely every manifestation, but the headaches 
stopped at about the time the pituitary tumor de- 


Figure 6. Ammon’s Horn in left cerebral hemisphere 
showing normal neurons. 


veloped. I do not know whether that is a suggestion 
or a clue as to the etiology of migraine. 

The phosphorus values were stressed here because, 
as many of you know, the laboratory manifestation of 
excess growth hormone is an elevated serum organic 
phosphorus. Unfortunately, I am sure that this is only 
a reversal in recording calcium and phosphorus levels 
on the patient’s chart. ; 


Pathological Anatomical Diagnosis 


Chromophobe adenoma of the pituitary, 3 cm. 

Pressure atrophy of remaining pituitary. 

Atrophy of the ovaries, and the endometrium, mod- 
erate. 

Recent thrombosis of the right middle cerebral 
artery, advanced. 

Recent infarction of the right frontal, parietal and 
temporal lobes of the brain and of the left basal 
ganglia. 


Tracheotomy 


(Continued from page 395) 
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Gullibility is the key to all adventures. The green- 
horn is the ultimate victor in everything; it is he that 
gets the most out of life—G. K. Chesterton 


What is now proved was once only imagined. 
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THESIS 


Studies on the Effect of Tetanus Antitoxin 


HOWARD CHIN, M.D., Oakland, California 


TETANUS IS A DISEASE of man and animals character- 
ized by spasms of voluntary muscles. The spasms are 
often most marked in the muscles of the neck, jaw, 
hence the name “lockjaw.” The disease is caused by 
the very potent toxin produced by Clostridium tetani. 
The tetanus bacillus was first described in 1884 by 
Nicolaier. Kitasato, in 1889 isolated the organism in 
pure culture and demonstrated its casual significance. 
According to the experimental evidence of Meyer and 
Ransom, the toxin is absorbed by the end plates of 
the motor nerves and travels to the ganglion cells of 
the central nervous system along the axis cylinders 
of the peripheral nerves. Liquid cultures are highly 
toxic; 5 x 10 cubic centimeter of liquid culture may 
be fatal to a mouse weighing 10 grams. Hall re- 
peatedly produced toxin of which the minimum lethal 
dose for a guinea pig was rarely more than 0.0001 
cubic centimeter. 

Passive immunization of man with tetanus anti- 
toxin, produced in horses, provides circulating anti- 
body which combines with toxin and renders it harm- 
less. But once symptoms of tetanus have appeared, 
resulting from tetanus toxin absorbed by the motor 
end plates, tetanus antitoxin can not dislodge it. The 
affinity of the nervous tissue, for tetanus toxin is very 
great, and symptoms of tetanus may appear in spite 
of the presence of circulating antibody. Prevention of 


This is one of a group of theses written by fourth year 
students at the University of Kansas School of Medicine, 
selected for publication by the Editorial Board from a group 
judged to be best by the faculty at the school. Dr. Chin is 
now at the Children’s Hospital of the East Bay, Oakland, 
California. 


Against Tetanus Toxin 


tetanus from injuries could be accomplished by de- 
bridement and the administration of antibiotics, no- 
tably penicillin and tetracylines, within 24 hours after 
inoculation of tetanus spores. Turner found that after 
administering a therapeutic dose of tetanus antitoxin 
in patients, the protective level of tetanus antitoxin 
against tetanus toxin lasted at least seven days. The 
importance of maintaining a certain level of serum 
tetanus antitoxin in rabbits to prevent death from 
tetanus was described by Prodovsky and Turner. A 
fatal case of tetanus was reported by Littlewood and 
Mant in 1954 despite the fact that the patient had 
received the accepted prophylactic dose of tetanus 
antitoxin. History in this patient revealed that he had 
also been given a prophylactic dose of tetanus anti- 
toxin after an injury 6 months previously. The authors 
postulated that if a patient is sensitized against horse 
serum, the second or subsequent injection of tetanus 
antitoxin, equine origin, led to an accelerated removal 
from the blood. 


Presentation of Problem 


The present paper describes experiments to de- 
termine: a) The 50 per cent lethal dose of tetanus 
toxin for mice. b) The minimum amount of tetanus 
antitoxin needed to protect these mice against at least 
one LDso of tetanus toxin. c) The duration of pro- 
tection of tetanus antitoxin in mice. d) To see if 
mice that have been injected with antitoxin contained 
within a foreign protein, horse serum, will develop 
antibody against horse serum and thereby render a 
subsequent injection of antitoxin less effective against 
tetanus toxin. 
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Methods and Results 


Experiment 1. DETERMINATION OF THE PO- 
TENCY OF TETANUS TOXIN IN MICE: 

Tetanus toxin was diluted as follows: 1:1000, 
1:2000, 1:5000, 1:10,000, 1:20,000, 1:40,000, 
1:60,000, 1:80,000, 1:100,000 and 1:1,000,000. One 
tenth milliliter of each dilution was then injected 
intramuscularly into the left thigh of 2 Hauschka 
strain mice, 6 weeks old, weighing between 25-30 
grams. 

The LD59 was approximately one tenth milliliter 
of 1:20,000 dilution of stock toxin. Mice injected 
with a lower dilution all died within 5 days, while 
those with a higher dilution all showed signs of 
paralysis at the site of injection, but none died. These 
recovered completely from their paralysis within 60 
days. 

niin 2. DETERMINATION OF THE 
PROTECTIVE VALUE OF TETANUS ANTI- 
TOXIN AGAINST TETANUS TOXIN: 


Tetanus antitoxin, equine origin (obtained from 
the National Drug Company, stock number 78085 
contained 1000 units per milliliter), was diluted so 
that each tenth of a milliliter contained 1 unit of 
tetanus antitoxin. Three groups of 8 mice each were 
given the following amount of tetanus toxin: Group 
I was injected intramuscularly into left thigh with 
0.1 cc. of 1:2000 tetanus toxin (approximately 10 
LD;0). Group II was injected intramuscularly with 
0.1 cc. of 1:1000 tetanus toxin (approximately 20 
LD;9). Group III was injected intramuscularly with 
0.1 cc. of 1:500 tetanus toxin (approximately 40 
LD;o). Then 2 mice from each group of 8 were 
injected intramuscularly into right thigh with either 
0.2 cc. physiologic saline, 1 unit, 2 units or 4 units 
of tetanus antitoxin. The interval between the admin- 
istration of the tetanus toxin and antitoxin was less 
than 30 minutes. 

One to 4 units of tetanus antitoxin protect mice 
against death after injection of up to 20 LDso of 
tetanus (table 1). With similar amount of tetanus 
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antitoxin, there is partial protection against 40 LD; 
of tetanus toxin. In Group I, injected with 10 LD5o 
of tetanus toxin, only one mouse showed signs of left 
leg paralysis, after having received 1 unit of tetanus 
antitoxin previously. Other mice, having received a 
greater amount of tetanus antitoxin (2 and 4 units), 
showed no signs of paralysis. In Group II, injected 
with 20 LD5» of tetanus toxin, one mouse after hav- 
ing received 1 unit of tetanus antitoxin and 1 mouse 
after having received 2 units of tetanus antitoxin, 
showed signs of paralysis of left hind leg, the site 
of tetanus toxin injection, while mice that had re- 
ceived 4 units of tetanus antitoxin showed no signs 
of paralysis. In group III, injected with 40 LD5o 
of tetanus toxin, all mice showed signs of paralysis, 
whether they had received 1, 2, or 4 units of tetanus 
antitoxin. The onset of paralysis showed no correla- 
tion with the amount of tetanus antitoxin received. 
Signs of left leg paralysis began between 18 to 72 
hours after the injection with tetanus toxin. All mice 
had complete recovery from paralysis within 60 days. 

Experiment 3. DETERMINATION OF DURA- 
TION OF PROTECTION BY TETANUS ANTI- 
TOXIN: 

Three groups of 28 mice each were used in this 
experiment to receive either 1, 2, or 4 units of tet- 
anus antitoxin. From each group, 6 mice served as 
controls. One injection of tetanus antitoxin was given 
to two mice from each group from the 20th day and 
every other day up to and including 0 day, at which 
time 0.1 cc. of 1:1000 tetanus toxin (approximately 
20 LD5o) was injected intramuscularly into all mice. 

The duration of protection by antitoxin against 
tetanus toxin was about 8 to 10 days (table 2). Ina 
later experiment, this was shown to be approximately 
7 days (table 3b). The majority of the animals that 
had received tetanus antitoxin for 10 to 20 days be- 
fore the challenging dose no longer had a sufficient 
antitoxin level to afford protection to a subsequent 
challenge dose of 20 LD;» of tetanus toxin. One ani- 
mal after having received 1 unit of tetanus antitoxin 
on the 14th day survived. Three animals after having 
received 2 units of tetanus antitoxin on the 20th, 
14th, and 12th day respectively survived. One animal 
after having received 4 units of tetanus antitoxin 
on the 18th day and 2 animals on the 14th day sur- 
vived, while all animals after having received 4 units 
of tetanus antitoxin on the 10th day died. These sur- 
vivals were attributed to biological variation. Such 
variation may explain death of one animal that had 
received 1 unit of tetanus antitoxin only 6 days be- 
fore the challenging dose of tetanus toxin. 

Experiment 4. EFFECT OF PRETREATMENT 
WITH TETANUS ANTITOXIN (HORSE SERUM) 
ON SUBSEQUENT TETANUS PROPHYLAXIS: 

Two groups of mice were used in this experiment: 
The first group of mice was subdivided into 3 sub- 


groups: a) One subgroup of 14 mice was injected 
intramuscularly with 1 unit of antitoxin. b) A sec- 
ond subgroup of 14 mice was injected with 2 units 
of antitoxin, and c) The third subgroup of 14 mice 
was injected with 4 units of antitoxin. Additional 
10 mice were used as control for the pretreated 
group. These pretreated mice were left in their cages 
for 18 days. Then on the 18th day, and every other 
day thereafter including day 0, 2 mice from each 


subgroup of the pretreated and non-pretreated groups 


a), b) and c) were given an injection of 1, 2, and 
4 units of antitoxin. The second group of mice was 
not pre-injected with tetanus antitoxin before the 
12th day. They received only one injection of tet- 
anus antitoxin starting from the 12th day to day 0. 
On day 0 both groups, the pretreated and the non- 
pretreated groups were injected with 20 LD;» of 
tetanus toxin intramuscularly. 

Comparison of protection afforded by tetanus anti- 
toxin in mice once pretreated or not, showed little 
difference, either in mortality of paralysis (table 3a 
and 3b). The median time of death in the pretreated 
group was 6.0 days, while in the non-pretreated 
group, it was 7.3 days. Even 4 units of antitoxin 
injected in a single dose failed to produce a sufh- 
cient amount of antibody against horse serum. 

Experiment 5. EFFECT OF PRETREATMENT 
WITH TWO DOSES OF TETANUS ANTITOXIN 
(HORSE SERUM) 30 DAYS APART ON SUB- 
SEQUENT TETANUS PROPHYLAXIS: 

Two groups of mice were used in this experiment: 
The first group of mice was subdivided into 3 sub- 
groups injected with 1, 2, or 4 units of tetanus anti- 
toxin on 67 and 37 days prior to day 0. The second 
group of mice was not pretreated with tetanus anti- 
toxin before the 7th day. Then from the 67th (-7 
day), 66th (-6 day), 65th (-5 day), 64th (-4 day) 
and 0 day, 2 mice from each subgroup, of the pre- 
treated and the non-pretreated groups, were given 
injections of 1, 2, and 4 units of tetanus antitoxin. As 
for control for persistence of passive immunity, 10 
mice given 4 units of tetanus antitoxin on -67th and 
-37th day were used. 

On 0 day, all mice were injected with a dose of 
tetanus toxin 20 times LD, intramuscularly. 

The data in table 4 indicate that when mice were 
preinjected with 2 doses of tetanus antitoxin (horse 
serum) 30 days apart, they were no longer protected 
by tetanus antitoxin given 4 to 7 days previously. It 
may be postulated that these mice had developed suf- 
ficient amount of antibody against horse serum to 
interfere with the protective value of tetanus antitoxin 
against tetanus toxin. When comparing data with 
table 3 and 4, it appears that the second booster dose 
of tetanus antitoxin had increased the level of anti- 
body against horse serum to a significant level, so 
that a subsequent protective dose of tetanus anti- 
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DURATION OF PROTECTION BY TETANUS ANTITOXIN 


Table 2 HAUSCHKA MICE 
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MICE RECEIVED 1 DOSE TETANUS ANTITOXIN PREVIOUSLY 


Tab/e 32 NUMBERS IN SQUARES INDICATE 
TIME OF ONSET OF PARALYSIS IN HOURS 
HAUSCHKA MICE, 6 WKS. OL0, 25-30 GMS. 


PRE-TREATED WITH 
1,2,& 4 UNITS OF INOT PRE-TREATED 
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MICE RECEIVED 2 DOSES TETANUS ANTITOXIN 30 DAYS APART 


Toble 4 HAUSCHKA MICE 
6 WKS. OLD, 25-30 GMS. 


DAYS PRE-TREATED NOT PRE-TREATED 
TUNIT [2 UNITS |4 UNITS] 1 UNIT |2 UNITS|4 UNITS 
-67,-37 TAT GIVEN 


S6/ foltiy| 36h 70h| 36h 70h 


$ 


36. 
204050 { | 
TETANUS 36/4 SOAR 7 
TOXIN GIVEN 
36h 36h| 36h 36h| 36h 36 36h 
common 
(NO 3nd 16. 
36h 36h| 36h 36h 36h 36h 36h 
ONLY PRE- 
INJECTED 
TAT) 
1 I 


LEGEND: DEATH = HOURS DAYS 


NOTE: THESE MICE WERE CHECKED EVERY /2 HRS. 
NUMBERS NEXT TO SQUARES /NO/ICATE 
TIME OF ONSET OF PARALYS/S OR DEATH 
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toxin no longer afforded protection against a chal- 
lenging dose of 20 LD59 tetanus toxin. This was 
clearly shown in table 4, when the pretreated and non- 
pretreated groups of mice were compared. In the 
pretreated group of 30 mice, there were a total of 
18 deaths due to tetanus toxin. In the non-pretreated 
group, there were only 2 deaths due to tetanus toxin. 
The onset of paralysis was approximately the same 
in both groups, which was about 36 hours. All mice 
recovered from their paralysis within 60 days. Mice 
in both groups died from tetanus from 36 hours to 9 
days, the majority within 3 days. 


Discussion 


Kind reported that in mice previously  sensi- 
tized with horse serum with one injection, a subse- 
quent injection of tetanus antitoxin, after having 
been challenged with toxin, showed a marked de- 
crease in prophylactic effectiveness against death 
from tetanus. The data (table 3) did not show a 
significant difference in prophylactic effectiveness 
against tetanus in mice that had received only one 
previous injection of tetanus antitoxin, which was 
horse in origin. However, when mice that had re- 
ceived 2 doses of horse serum (tetanus antitoxin) 
30 days apart (table 4), then there was marked de- 
crease in prophylactic effectiveness, when a third 
protecting dose of tetanus antitoxin was given, fol- 
lowed by a challenging dose of tetanus toxin. Tet- 
anus antitoxin was chosen instead of plain horse 
serum for the sensitizing doses because it would be 
more analogous to clinical medicine, where, besides 
tetanus antitoxin, pertussis, diphtheria and other 
antitoxins are used and are usually obtained from 
horse serum. A combination of these injections may 
be enough to sensitize the person and may account 
for some of the anaphylactoid reactions after re- 
ceiving tetanus antitoxin. Likewise, tetanus may de- 
velop in a person in spite of adequate dose of tetanus 
antitoxin because tetanus antitoxin is destroyed in 
an accelerated rate due to sensitization. 

It was found with the Ouchterlony agar-gel diffu- 
sion technique, using tetanus toxin as antigen and 
tetanus antitoxin as antibody, that there were 4 visi- 
ble lines formed. This indicates that there are at 
least 4 antigens present in the tetanus toxin and sim- 
ilarly, there are at least 4 antibodies present in the 
tetanus antitoxin of equine origin. It would be of 
interest to purify the tetanus toxin and see which one 
or more of the antigens would produce tetanus. And 
if a pure fraction of the tetanus antitoxin which con- 
tains the antibody against tetanus could be obtained, 
possibly by the electrophoretic method, then we may 
be able to use this fraction in an emergency situation 
to treat patients who are sensitive to horse serum, 
and an anaphylactoid reaction might be avoided, 
since only a very small amount would be used. An 


alternative method would be the use of hyperimmune 
human gamma globulin. Thorough debridement with 
chemotherapy, in any event, would still be required. 


Summary 


1). The LD;» of tetanus toxin in Hauschka mice 
was approximately 0.1 cc. of 1:20,000 dilution, in- 
jected intramuscularly. 

2). One unit of equine tetanus antitoxin protects 
mice against death up to 20 LD;» of tetanus toxin 
and partial protection up to 40 LD». 

3). The duration of protection afforded by tetanus 
antitoxin against 20 LD; of tetanus toxin is approx- 
imately 7 days in mice. 

4). In mice that had previously received one dose, 
a subsequent dose of tetanus antitoxin did not show 
a significant decrease in effectiveness. However, when 
mice previously had received 2 doses of tetanus anti- 
toxin, 30 days apart, a subsequent dose gave little 
protection against a challenging dose of tetanus toxin. 

5). By the Ouchterlony agar-gel diffusion tech- 
nique, at least 4 antigen-antibody precipitin bands 
could be shown when tetanus toxin was used with 
equine tetanus antitoxin. 

Acknowledgment: I am very grateful to Dr. J. K. 
Frenkel, Professor of Pathology, KUMC, for his 
advice and assistance in the preparation of this paper. 


Editor's Note: References may be obtained by writing 
the JOURNAL OF THE KANSAS MEDICAL SocIETy, 315 West 
4th Street, Topeka, Kansas. 


Superstitions 


Even the time-honored ceremony of breaking a 
bottle of champagne across the bow of a ship has 
roots in superstition. It dates from the days when 
sailors went out of their way to appease the sea. 
Greek and Roman fishermen would leave a portion 
of their catch on the beach as a peace offering, and 
Indo-Chinese fishermen once sacrificed a man yearly 
to the sea god as the price of their fleet's safe return. 


True wealth can only be measured by the richness 
of one’s heart and mind. 


Once you have missed the first buttonhole you'll 
never manage to button up.—Goethe 


Loyalty cannot be coerced or compelled, it has to 
be won.—A. Whitney Griswold 


A thick skin is a gift from God. 
—Konrad Adenauer 
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The President’s Message 


Dear Docror: 


I wish I might report an improvement in my health so I 
could personally attend to the obligations you entrusted 
into my care. There is an indescribable urgency within me to 
aid in solving the many problems confronting the 
practice of medicine. I long for the day when this dream 
may be a reality. I have not given up hope. 

Meanwhile many have taken over my duties in your 
behalf and Society activities are being accomplished. To each 
of you my sincerest gratitude. I follow your successes with 
great interest. 

May I call your attention at this time to several projects 
I believe are worthy of special mention. 

A new Relative Value Scale is now on the presses. 

This greatly expanded document will reach you in a few 

days. I envision it to become the basis for the creation of all 
future fee schedules. Blue Shield hopes to convert 

existing schedules into this scale by 1963. In your 

private practice you will find the new Relative Value 

Scale of interest and perhaps helpful. 

The Public Relations Committee is conducting a one 
day conference at Emporia on Sunday, September 17, 1961. 
All members are invited to attend and we especially urge 
each component society to be represented. The meeting will 
be of interest to you, but more important, it is designed 
to coordinate the public relations efforts of the entire state. 

There is work being done on safety, welfare programs, 
on relations with the Bar Association and many other 
projects. You will hear more about these and of others 
through the Council. In the meantime, I wish you each every 
success in your personal and in your society activities 
toward the end that we may render the people in 
this state the finest medical care in the world. 


Fraternally yours, 


A 


President 
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The American College of Chest Physicians will 
hold its annual Interim Session at the Brown Palace 
Hotel in Denver, Colorado, November 25-26. 

The scientific sessions will be held on Saturday 
morning, November 25, and on Sunday afternoon, 
the 26th. The Board of Regents and Board of Gov- 
ernors of the College will meet on Saturday after- 
noon. 

Subjects to be discussed will include diagnosis and 
treatment of congenital and acquired cardiovascular 
diseases, pulmonary infections, emphysema, and pleu- 
ral effusions. Other items of interest are diagnosis 
and treatment of coronary insufficiency, evaluation of 
drugs for treatment of heart failure, inhalation thera- 
py, bronchitis and bronchial asthma, carcinoma of 
the lung, chronic cor pulmonale, paroxysmal tachy- 
cardia, and diseases of the esophagus. 

A speaker from this area will be Antoni M. Diehl, 
M.D., Kansas City. 

A program may be obtained by writing the Execu- 
tive Offices of the College at 112 East Chestnut 
Street, Chicago, Illinois. 


The 1961 Scientific Session is to be held in con- 
junction with the American Cancer Society's Annual 
Meeting, October 23-24, 1961, in New York City, at 
the Biltmore Hotel. 

The topic will be ‘The Physician and the Total 
Care of the Cancer Patient.” 

For further information write to the Professional 
Education Section, American Cancer Society, 521 
West 57th Street, New York 19, New York. 


The Arthritis and Rheumatism Foundation of- 
fers predoctoral, postdoctoral and senior investigator- 
ship awards in the fundamental sciences related to 
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“Announcements 


Professional meetings, conferences, and postgraduate 
courses of national importance are listed for the Doc- 
tor’s CALENDAR. Notice of the session is posted in 
advance to allow the physician time to make prepa- 
rations. 


arthritis for work beginning July 1, 1962. Deadline 
for applications is October 31, 1961. 

These awards are intended as fellowships to ad- 
vance the training of young men and women of 
promise for an investigative or teaching career. They 
are not in the nature of a grant-in-aid in support of 
a research project. 

For further information and application forms, 
address the Medical Director, Arthritis and Rheu- 
matism Foundation, 10 Columbus Circle, New York 
19, New York. 


The Council on Scientific Assembly invites 
physicians to submit titles and brief abstracts of 
scientific papers they wish to deliver at the 1962 
annual meeting of the American Medical Associa- 
tion, which will be held in Chicago, June 11-15. The 
deadline is October 15. 

“We would like to receive as many titles and ab- 
stracts as possible,” said Council Chairman Samuel 
P. Newman, of Denver, “because in that way we 
have better selection and this, in turn, assures a more 
timely and better scientific program.” 

Physicians who wish to participate in the Chicago 
scientific program and desire information are in- 
vited to write to Dr. Charles Bramlitt, Secretary, 
Council on Scientific Assembly, American Medical 
Association, 535 North Dearborn Street, Chicago 10, 
Illinois, or to any council member. 


The 1961 Fall Clinical Conference of the Kan- 
sas City Southwest Clinical Society will be held at 
the Hotel Muehlebach in Kansas City, Missouri, 
September 18-20, with nineteen distinguished guest 
speakers from throughout the United States being 
featured on the program. 

(Continued on page 426) 
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At one time Blue Shield had one standard member- 
ship agreement providing a uniform set of benefits 
for all subscribers. Through the years, various option- 
al programs have been developed in response to 
requests from subscribers and physicians for more 
flexible plans. 

Optional benefits naturally present many problems 
of interpretation for both the physician and the sub- 
scriber and it is very difficult for anyone to be com- 
pletely familiar with all aspects of a program. How- 
ever, the situation may not be as bad as it appears and 
a brief review of the options available to subscribers 
may be of some value in understanding the overall 
Blue Shield programs. 


Basic Benefits 


The vast majority of subscribers have either Fee 
Schedule 1 ($3,000 family income) or Fee Schedule 
2 ($4,500 family income). These are the standard 
state-wide programs selected by over 90 per cent of 
the subscribers. There are other basic schedules, and 
employees of firms doing business in several states 
often have a special national program such as the 
Skelly Oil Company or U. S. Steel Program where 
the benefits vary from the two standard Schedules 
1 and 2. 

The most widespread example of a national account 
is the Federal Employee Program which has a fee 
schedule with two optional levels of benefits known 
as High Option or Low Option. Members of the 
Federal Employee Program are issued special identi- 
fication cards which makes it relatively easy to recog- 
nize such members. 


Riders 


In addition to basic programs such as Fee Schedule 
1 or 2, subscribers in employee groups may select 
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Blue Shield 


Optional Benefits 


riders that provide services not available in the basic 
schedules. The most popular is the Diagnostic ¥-ray 
Rider which provides for non-accident x-rays. The 
Rider held by most subscribers provides for diagnostic 
x-rays either in or out of the hospital according to a 
Schedule. There are a few X-ray Riders with limita- 
tions that are sold only in sharp competitive situa- 
tions. 

Another option is the OUT-PATIENT LABORA- 
TORY SERVICES RIDER designed to provide bene- 
fits for pathology services. This is available only to 
groups. 

A relatively new and low cost development is the 
Supplemental Accident Rider which provides addi- 
tional benefits for professional services required as a 
result of accidental injury. The group selects one of 
three levels of benefits: $250, $1,250 or $2,500. 

The EXTENDED BENEFITS RIDER is available 
to groups or individuals and covers nine specified ill- 
nesses including polio, leukemia and cancer. Over 
390,000 members have this program. 


Major Medical 


Groups may now select a MAJOR MEDICAL 
Plan. ‘‘Basic” benefits such as Schedule 1 or 2 are pro- 
vided and in addition, services such as home and 
office calls, laboratory services, prescription drugs, 
private duty nursing and limited dental services are 
covered. These added benefits are usually subject to a 
deductible such as $100, $200 or $300 per year and 
the Blue Shield payment is then a per cent of the 
balance, with 80 per cent being the most common 
figure. 

For the most part, the Participating Physicians 
Manual contains detailed information regarding 
Schedules 1 and 2 and the Riders. Completely detailed 

(Continued on page 426) 
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From the Stacks 


Mrs. BLENDENA Evans, Librarian 
Stormont Medical Library, State House 
Room 516, Topeka, Kansas 
Phone CE 5-0011, ex. 297 


Recent Acquisitions 


Anatomy 
Lockhart, R. D. Anatomy of the human body. 


Lippincott. 1959. 


Bacteriology 
Kimler. A. Manual of clinical bacteriology. Lippin- 
cott, 1961. 


Biochemistry 
Luck, J. M. Annual review of biochemistry. Annual 
Reviews. 1961. 
Sunderman, F. W. Lipids and the steroid hormones 
in clinical medicine. Lippincott. 1960. 


Biography 
Kobler, J. The reluctant surgeon. Doubleday. 1960. 


Cardiovascular System 

Edwards, J. E. An atlas of acquired diseases of the 
heart & great vessels. Volumes 1-3. Saunders. 
1961. 

Kuhn, R. A. New hope for stroke victims. Apple- 
ton-Century-Crofts. 1960. 

Moyer, R. F. Cardiovascular dynamics. Saunders. 
1961. 

Reube, F. C. Essential hypertension. Springer, Ver- 
lag. 1960. ‘ 

Rushmer, R. F. Cardiovascular dynamics. Saunders. 
1961. 

Taussig, H. B. Congenital malformations of the 
heart. Harvard Univ. Press. 1960. 


Communicable Diseases 
Top, F. H. Communicable & infectious diseases. 
Mosby. 1960. 


Would you like to have the librarian 
research articles for you on a given 
subject? 

Remember, books and periodicals will 
be sent anywhere in the state. We will 
bill you, four cents for the first pound 
and one cent for each additional pound. 
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Dentistry 
Thoma, K. H. Oral & dental diagnosis. Saunders. 


1960. 


Dermatoiogy 
Year Book of dermatology. Saunders. 1961. 


Endocrinology 
Ciba Foundation. Metabolic effects of adrenal hor- 
mones. Little, Brown. 1961. 
[bid. Adrenergic mechanisms. Little, Brown. 1960. 
Harrison, R. G. The adrenal circulation. C. C 
Thomas. 1960. 


Gastroenterology 
Kennedy, R. H. Nonpenetrating injuries to the ab- 
domen. C. C Thomas. 1960. 
History 
Hashinger, E., and Arthur E. Hertz!er: The Kansas 
horse & buggy doctor. University of Kansas 
Press. 1961. 


Hypnosis 
Meares, A. A system of medical hypnosis. Saunders. 


1961. 


Medical Profession 
Medical Exam. Pub. Co. Medical. Exam Review 


Book 7. Internal Medicine. 1961. 
Miller, G. Teaching & learning in medical school. 
Harvard Univ. Press. 1961. 


Medicine 
Nagan, P. S. Medical almanac. Saunders. 1961. 


Mental Health 
Ridenour, N. Mental health in the U. S. Harvard 


Univ. Press. 1961. 


Mortuary Science 
Gale, F. Mortuary science. C. C Thomas. 1961. 


Musculoskeletal System 
Hollingshead, W. H. Functional anatomy of limbs 
& back. Saunders. 1960. 


Nervous System Diseases 
Cooper, I. S. Parkinsonism. C. C Thomas. 1961. 
Swank, R. L. A biochemical basis of multiple scle- 
rosis. C. C Thomas. 1961. 
Nursing 
Sister Mary Bernadette. Life of a student nurse. 
Myers. 1961. 
Nutrition 
Gordon, R. Therapeutic meal plans. Univ. of Kan- 


sas Press. 1960. 
(Continued on page 426) 
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REVIEWS 


MEDICAL ALMANAC—1961-62. Compiled 
by Peter S. Nagan, and published by W. B. 
Saunders Company. 


This is the first edition of what the author hopes 
may become a regularly revised reference book. It is 
like other almanacs—there is a tremendous amount 


of data included within its 500 plus pages. It should 


be useful as a reference book for editors, librarians, 
government officials, writers, etc., and in addition it 
is interesting to pick it up, let it open anywhere, 
and start reading. You may not find use for the 
information you read, but the chances are good 
that you will enjoy your browsing through the book. 
Included are descriptions of all the certification 
boards, statistics about hospitals, hospital and medi- 
cal costs, a listing of national organizations and their 
meetings, a tabulation of all the medical schools in 
the country, research projects and grants, income tax 
information, Selective Service regulations, a listing 
of Nobel prize winners, etc., etc. Not a book to read 
from cover to cover, not one to which you will refer 
daily or from which you will get any clinical helps, 
it is still interesting reading and a useful source of 
statistical information.—O.R.C. 


A SYNOPSIS OF PHYSIOLOGY—by 
C. C. N. Vass, pp. 348, Williams and Wilkins, 
Baltimore, Ed. 5, 1961. 

Probably all of us, when we think of a medical 
physiology book, visualize a tome of imposing pro- 
portions packed with so much discussion of experi- 
mental procedures that the conclusions—the facts— 
are all but inaccessible. This synopsis is the reverse. 

In a volume that is almost small enough to put 
into one’s jacket pocket the author has packed the 
facts of human physiology stripped of all but the 
barest explanations. The synopsis is not intended to 
replace standard textbooks or references, but rather 
to supplement them by presenting a rather complete 
summary for quick factual reference or review. It 
makes it possible for the student or physician to re- 
new and extend his knowledge in a minimum amount 
of time. 


Material is presented in outline form with an 
abundance of figures and tables. This makes it pos- 
sible to present an enormous amount of factual 
material in a book of really small size. The printing 
and binding are good, and the index appears to be 
adequate.—].D.R. 


THE CARDIAC ARRHYTHMIAS. Brendan 
Phibbs, M.D. C. V. Mosby Company, 1961. 


This book is intended to teach physicians who are 
not cardiologists to diagnose and treat cardiac ar- 
rhythmias. As the author states, almost all physicians 
need to be competent in the diagnosis and treatment 
of cardiac arrhythmias. Frequently, critical decisions 
must be made in a matter of minutes and time is not 
available for consultation. This book is a concise 
summary on the diagnosis and treatment of cardiac 
arrhythmias. The average physician can read it 
through and assimilate its contents in one or two 
evenings. The text is amply supplemented with 
numerous representative electrocardiographic tracings 
illustrating the various arrhythmias. Diagrams show- 
ing the abnormal mechanisms involved in the ar- 
thythmias will be found very helpful to those physi- 
cians who have had little experience with the elec- 
trocardiogram. Explanations are clear and concise. 
The author has done an excellent job in presenting a 
complicated subject in a concise clear form. Although 
the experienced cardiologist may find this book too 
elementary for him, the physician without special 
training in cardiology and electrocardiography will 
welcome the simple easy-to-understand presentation 
of the arrhythmias that Doctor Phibbs presents in 
this book. 

The book is divided into five sections. The first 
two on Anatomy and Physiology and Electrical Reg- 
istration of the Heartbeat comprise only a few pages. 
The third section, Abnormal Mechanisms as Regis- 
tered in the Electrocardiogram makes up 90 per cent 
of the book. This section also includes a chapter 
on cardiac arrest during surgery. Part four is a 
brief section on clinical diagnosis of cardiac arrhyth- 
mias. Throughout the book the author repeated- 

(Continued on page 426) 
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Editorial 
COMMENT 
_ 


(The Division of Institutional Management of 
the State Board of Social Welfare prepared a state- 
ment of the functions and admission procedures of 
the eleven state institutions under its direction. This 
information will be published serially during the 
next several months.—Ed.) 


The Industrial School for Girls is located at Beloit, 
Kansas, and the Industrial School for Boys at Topeka, 
Kansas. 

Commitment is made under the Juvenile Code by 
the Juvenile Court. Mentally deficient, psychotic, 
dependent, or neglected children should not be com- 
mitted to an Industrial School, but should be re- 
ferred to other sources designed for their particular 
problems. 

When a child has been adjudged to be a de- 
linquent child, or a miscreant child, under provi- 
sions of the Juvenile Code, the judge of the juvenile 
court may commit such child, if a boy, to the State 
Industrial School for Boys, or may commit such 
child, if a girl, to the State Industrial School for Girls. 

Delinquent is defined as a boy less than 16 years of 
age, or a girl less than 18 years of age (other than 
a “traffic offender’) who does an act which if done 
by a male person 16 years of age or over, or a female 
person 18 years of age or over, would make him or her 
liable to be arrested and prosecuted for the commis- 
sion of a felony; or who has been adjudged a mis- 
creant child under the Juvenile Code three or more 
times. 

Miscreant is a boy less than 16 years of age, or a 
girl less than 18 years of age (other than a “traffic 
offender”) who does an act which if done by a 
male person 16 years of age or over, or a female 
person 18 years of age or over, would make him 
or her liable to be arrested and prosecuted for the 
commission of a misdemeanor, or violation of ordi- 
nance, police regulation, or political subdivision or- 
der, rule or regulation; or who has been adjudged a 
wayward child under this act three or more times. 
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Industrial Schools 


(Wayward child is defined as a boy less than 16 
years of age, or a girl less than 18 years of age whose 
behavior is injurious to his or her welfare; who has 
deserted his or her home without good or sufficient 
cause; who is habitually disobedient to the reason- 
able and lawful commands of parents, guardian or 
other lawful custodian.) 

The Boys’ Industrial School, with an emergency 
capacity of 190, receives delinquent and/or miscreant 
boys, as defined by the Juvenile Code, who are less 
than 16 years of age, who are committed by judges 
of county juvenile courts. The length of time a boy 
shall remain at the school is indefinite; the law pro- 
vides that he shall remain until he is 21 years of age, 
unless sooner discharged. 

Although there is nothing in the laws concerning 
a minimum age for commitment, the facilities of the 
institution make it undesirable to commit boys under 
the age of nine. 

Boys are committed to the Boys’ Industrial School 
by the Juvenile Courts to give them a chance to 
receive the particular help they need in solving their 
problems. To help the boy, it is necessary to under- 
stand him and the forces that have caused his prob- 
lems. After arrival, each boy receives a physical, psy- 
chiatric, and dental examination, psychological and 
educational tests, and has a series of interviews with 
his caseworker. A program to meet the needs of the 
individual boy is then outlined including cottage life, 
medical care, education, vocational training, recrea- 
tion, religion, social service, psychiatric service, psy- 
chological service, and other aspects of his institution- 
al life. 

When the institutional staff agrees that the boy has 
made satisfactory progress, and with a minimum of 
help should be able to deal adequately with his own 
problems outside the institution, he is recommended 
for parole. When he has successfully completed his 
parole period, he is recommended for discharge. The 

(Continued on page 427) 
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PRooF OF THE PupDING 


There was a bit of irony in the news last week; 
quite a bit, in fact. 

First came an announcement that Kansas has not 
had a single polio case reported since last September. 
A State Board of Health spokesman said this was the 
longest period the state has ever had without a polio 
case. 

The next day, papers carried a story about Dr. 
Jonas E. Salk, who developed the vaccine responsible 
for Kansas’ remarkable record this year. The great 
doctor was defending his vaccine against an attack by 
the American Medical Association. The association 
on June 28 had called for mass vaccination with a 
different ‘‘live’’ vaccine when it becomes available, 
and further asked that all persons who had already 
received Salk shots be given the new shots, too. 

Dr. Salk, at a news conference, said he did not 
want to build any competition between the vaccines, 
but he saw no reason for revaccinating everybody 
with the new vaccine (developed by Dr. Albert 
Sabin). He suggested that his own vaccine had set up 
a new principle that could eventually lead to a single 
vaccine that would grant immunity to nearly 100 
diseases. 

The A.M.A. action, he indicated was based on an 
“old medical dogma” that says live vaccines are better 
than dead ones. 

The man on the street certainly is in no position to 
take sides in this argument because of his lack of 
knowledge of science and medicine, and ignorance of 
clinical research. Doctors seem to pride themselves on 
using Latin or medical doubletalk that is impossible 
for laymen to understand, and this probably is just 
as well. 

But most Americans are able to understand simple 
statistics. When a state that was once plagued each 


The Kansas Press 
“Looks at Medicine 


Editor’s Note. In this section the JourNaL repro- 
duces editorials relating to medicine which have ap- 
peared in the lay press. An effort is made to include 
both favorable and unfavorable comments, and the 
Editorial Board in no instance assumes responsibility 
for the opinions expressed. 


summer with hundreds of polio cases—many of them 
fatal—all of a sudden has no cases in 10 months, even 
the most ignorant can understand. 

Dr. Jonas Salk developed a vaccine that has virtual- 
ly wiped out one of this state’s most dread diseases. 
The A.M.A. may not think his method is effective, 
but it will have a hard time convincing the residents 
in the Sunflower State—R. C., Emporia Gazette, July 
17, 1961. 


MeEpIcAL PLAN FoR AGED 


The fight to bring this nation a form of socialized 
medicine by providing medical aid for the aged 
through social security has flaws as well as good 
points. A proponent of the plan said it was all right 
for old people as long as it didn’t interfere with the 
personal service his doctor gave him. 

It’s a little difficult to determine how the proposed 
medical program would affect the routine of the med- 
ical man. He might be obliged to treat all patients 
like a flock of sheep. Give them a shot as they walk by 
and quit when the clock strikes 5, leaving part of the 
flock waiting until next morning. 

Americans have asked too much from their doctors 
for two reasons. They’ve bought health insurance and 
they have found that new drugs are quick to relieve 
illnesses which could be cured in a few days. Too 
many people with a cold refuse to smear on the goose 
grease and wait it out. Instead they rush up to the 
doctor and get a shot of smackus virus. 

When it appears the illness will be drawn out the 
patient is placed in the hospital. Insurance pays the 
bill and of course, this is one way to collect a medical 
bill. It’s surprising how many people don’t pay the 
doctor for services. They change doctors instead. 

From the financial standpoint, it doesn’t seem 
right to put the medical program under social security. 
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Social security costs have been going up at regular 
intervals. Government doesn’t ask the worker if he 
wants to contribute more. The money is extracted like 
income taxes. This is a place where the line could be 
held, Furthermore, it isn’t wise to be tampering with 
the social security fund. It was meant for one purpose. 

If this country needs a medical plan is should be set 
up as a separate program. It won’t be many years until 
retired people can afford to carry on health insurance 
they had during their productive years. Insurance 
companies are moving in that direction. The people 
could sponsor their own medical plan if government 
would give them a chance.—Arkansas City Daily 
Traveler, July 14, 1961. 


NeEp or Druc ConTROL 


The American Medical Association, predictably, has 
announced its opposition to a Senate bill slapping 
controls on the manufacture and distribution of 
medical drugs. Sen. Estes Kefauver, sponsor of the 
bill, says its principal aim is to “secure relief from a 
monopolistic industry” by cutting “generally unrea- 
sonable and excessive” drug prices. 

An A.M.A. spokesman contended that most of the 
remedies in the bill should be left to the voluntary 
action of the A.M.A., the drug industry, and individ- 
ual doctors. 

Most people will agree that, ideally, voluntary re- 
form would be preferable to government regulation; 
but the record encourages little hope of effective vol- 
untary action. Last year’s Senate hearings on the drug 
industry indicated that fondness for profits in some 
segments of the industry has outweighed regard for 
the bill-paying public. Even a trusting nature hesitates 
at believing that violators will voluntarily reduce prof- 
its and correct abuses ; and the A.M.A.’s suggestion of 
voluntary reform implies an admission that such abus- 
es do exist. 

The proposed federal law, if reasonably drawn, 
will not damage the responsible part of the industry, 
any more than a speed limit damages a law-abiding 
driver. But the record, as brought out by the Kefauver 
investigation, plainly shows that such a law is needed. 
—Wiaichita Eagle, July 7, 1961. 


Announcements 
(Continued from page 420) 


All physicians who are members of their county 
medical societies are cordially invited to attend. The 
complete program may be obtained by writing the 
Kansas City Southwest Clinical Society, 3036 Gill- 
ham Road, Kansas City 8, Missouri. 


Blue Shield 
(Continued from page 421) 


information on National Accounts has not been 
furnished since each group usually has a unique set of 
benefits. However, such information is available from 
the local enrollment representative or through the 
Topeka Office of Blue Shield. Also, a reference chart 
is being prepared which should help in the interpreta- 
tion of Blue Shield benefits. 


From the Stacks 
(Continued from page 422) 


Mayo Clinic. Mayo clinic diet manual. Saunders. 
1961. 


Obstetrics & Gynecology 
Greenhill, J. P. Obstetrics. Saunders. 1960. 


Occupational Therapy 
Dunton, W. R. Occupational therapy. C. C Thom- 


as. 1960. 


Book Reviews 
(Continued from page 423) 


ly emphasizes that the clinical diagnosis of an ar- 
rhythmia without the benefit of an electrocardiogram 
is usually unreliable. Hence this section is rather 
short. Part five consists of fifty-two electrocardio- 
grams with which the reader ‘can try his skill at 
diagnosing the various arrhythmias. The correct an- 
swers are given in the back of the volume. 

This book is a valuable book for teaching the 
diagnosis and treatment of the various cardiac ar- 
rhythmias. It would be a useful reference for the 
doctor’s office and the hospital emergency room.— 
W.G.C. 


NEW MEMBERS 


The JourNAt takes this opportunity to welcome these new 
members into the Kansas Medical Society. 


Gene O. Harpster, M.D. Walter L. Reazin, M.D. 
5832 Reeds Rd. 505 N. Hillside 
Mission, Kansas Wichita 14, Kansas 


Frank A. Mantz, M.D. Joseph H. Rohr, M.D. 


2912 West 73rd 
Prairie Village, Kansas aoe Nall Avenue 
Mission, Kansas 


John L. Nieman, M.D. 
Allen T. Stewart, M.D. 


7501 Mission Road 
Prairie Village, Kansas Valley Falls, Kansas 
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Dr. Donald Marchbanks is closing his medical 
practice in Hill City and plans to open his office 
in Salina. 


Dr. David Gray, Topeka, was elected president of 
the Science Fair board of directors. 


Dr. B. L. Gardner, Winfield, is taking a leave of 
absence from his active practice of medicine in the 
near future to take postgraduate medical study at 
St. Mary’s Hospital in Kansas City, Kansas. Upon 
completion of the work he will resume active prac- 
tice in association with Dr. J. H. Depoe, Dr. C. D. 
Litton, and Dr. S. S. Daehnke. 


Dr. Carl E. Olson has reopened his office in 
Fowler. The office has been closed for the past year 
as Dr. Olson has been taking advanced study in medi- 
cine at the University of Kansas Medical Center. 


Personalities IN KANSAS MEDICINE 


Dr. Lafe Bauer closed his active practice in Smith 
Center to move his family to Shawnee Mission, Kan- 
sas. 


Dr. E. N. Robertson, Concordia, attend the Amer- 
ican Medical Association convention in New York. 


Dr. Frank L. Menehan, a founder of the Wichita 
Medical Clinic, recently announced his retirement. A 
pediatrician in Wichita since 1932, he founded and 
practiced at the clinic since 1948. Dr. and Mrs. Mene- 
han will move to La Jolla, California. 


The American College of Chest Physicians held 
its 27th Annual Meeting in New York City, June 22- 
26. At the convocation on June 25, fellowship certif- 
icates were conferred on 204 physicians. Recipients 
of these certificates from Kansas are E. Ernest John- 
son, Jr.. M.D., Norton and B. G. Achar, M.D., 
Wadsworth. 


Editorial Comment 
(Continued from page 424) 


discharge certificate is signed by the institution super- 
intendent. 

For certain offenses, such as repeated escapes, 
destruction of state property, or assault upon em- 
ployees, the institution may petition the district court 
to sentence a boy to the State Industrial Reformatory 
at Hutchinson. 

The Girls’ Industrial School, with a capacity of 90, 
receives delinquent and/or miscreant girls, as defined 
by the Juvenile Code, who are less than 18 years of 
age, who are committed by judges of county juvenile 
courts. No legal minimum age for commitment is 
provided, however, the program of care, treatment, 
and training is best fitted for teen-age girls, with 
emphasis on education, vocational training and home 
living. 


Psychiatric services, psychological and social serv- 
ice counseling, religious instruction, academic and 
commercial education and vocational training, recre- 
ational activities and the department of homelife and 
cottage program are utilized in the school’s activities. 
The treatment and training program is adapted to the 
individual needs of the girl in an effort to return her 
as soon as possible to her family and community. 

A committed girl remains until 21 years of age, 
unless sooner discharged. The discharge is issued by 
the superintendent of the institution and usually 
follows a parole period. For certain offenses such as 
repeated escapes, destruction of state property, or 
assault upon employees, the institution may petition 
the district court to sentence the girl to the Women’s 
Industrial Farm at Lansing. 
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Obituaries 


ALPHA D. UPDEGRAFF, M.D. 


Dr. A. D. Updegraff, 83, Wichita physician and surgeon until his retirement two 
years ago, died July 28 at his home in Valley Center. 
Born June 12, 1878, at Pretty Prairie, Kansas, Dr. Updegraff began his practice in 1901 
at Kansas City, Kansas, following his graduation from the College of Physicians and 
Surgeons in Kansas City. In 1902, he moved to Anthony, Kansas, where he continued 
his practice until moving to Wichita in 1912. 
He is survived by his wife, Edna, and one son, Alpha M., of Valley Center; two : 
grandchildren and four great-grandchildren. 


GEORGE A. WESTFALL, JR., M.D. 


Dr. G. A. Westfall, Jr., 42, Halstead, Kansas, died at the Halstead Hospital on 
July 22 of hemochromatosis and portal cirrhosis with massive esophageal hemorrhage. 

He was born February 8, 1919, in Harper, Kansas. He graduated from the University 
of Kansas in 1944 with his M.D. degree. He joined the staff of the Hertzler Clinic 
and the Halstead Hospital in 1949 and served as Hematologist in the Department of | 
Internal Medicine until his death. 

Surviving him are his widow, Edna Lucile and two children, Marcia Ann 12, and 
George, III, 10. Also by his mother, Della Westfall and one brother, Dr. Cad Westfall 
of Fort Worth, Texas. | 


GROVER G. WHITLEY, M.D. 


Dr. Grover G. Whitley, 68, long-time physician in Douglass, died July 10 in Win- 
field. He retired from active practice in 1955. 

Born August 29, 1892, he was graduated from Tulane University, New Orleans, in 
1916. He moved to Douglass in 1919 following service with the medical corps in World 
War I. He went into practice with Dr. Arthur W. Fegtly, now of Wichita, for quite 
a number of years. 

He is survived by his wife, Florence, a daughter, three grandchildren and a sister. 


ERNEST D. WILLIAMS, M.D. 


Dr. E. D. Williams, 90, Kansas City, long-time physician and surgeon and former 
county coroner, died in his home on July 8 after a two year illness. 

Born in Manhattan, Kansas, August 28, 1870, he graduated from the University 
Medical College of Kansas City in 1899 and began practicing medicine in Armourdale. 
He retired from active practice in 1952. In 1911 he founded the Lifelone Orphanage 
which is now known as the Lifelone Children’s Home. 

Surviving are his wife, Mrs. Beryl M. Williams, of the home, a daughter of Cali- 
fornia; two granddaughters and five great-granddaughters. 
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ADVERTISEMENTS 


(brand of dip y yd with atropi 


lowers motility 
controls diarrhea 


Lomotil brings prompt symptomatic control in diarrhea, either acute or chronic. 
Both pharmacologic and clinical evidence indicate that Lomotil selectively lowers 
the propulsive component of gastrointestinal motility without relaxing intestinal 
sphincters. So efficient is this action that studies in mice have shown Lomotil to be 
effectively antidiarrheal in one-eleventh the dosage of morphine. 
Such striking antidiarrheal activity strongly suggests that Lomotil is the drug of 
first choice for prompt and positive control of diarrhea. 


Dosage: The recommended initial dosage for adults is two tablets (2.5 mg. each) 
three or four times daily, reduced to meet the requirements of each patient as soon as 
the diarrhea is under control. Maintenance dosage may be as low as two tablets daily. 
Lomotil is supplied as unscored, uncoated white tablets of 2.5 mg., each containing 
0.025 mg. of atropine sulfate to discourage deliberate overdosage. Recommended 
dosage schedules should not be exceeded. 


An exempt preparation under Federal Narcotic Law. 


Descriptive literature and directions for use available in G.D. SEARLE « co. 


Physicians’ Product Brochure No. 81 from G. D. Searle & CHICAGO 80, ILLINOIS 


Co., P.O. Box 5110, Chicago 80, Illinois. Research in the Service of Medicine 
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ADVERTISEMENTS 


‘B.W. & Co.’ ‘Sporin’ Ointments 
rarely sensitize... 

give decisive bactericidal action 

for most every topical indication | 


Broad-spectrum antibac- i 
terial action—plus the | 
soothing anti-inflam- 
matory, antipruritic ben- i 

} 


brand Ointment efits of hydrocortisone. 


The combined spectrum ye 
of three overlapping & 

antibiotics will eradicate 

virtually all known top- 


ical bacteria. brand Antibiotic Ointment 


A basic antibiotic com- 
bination with proven 
effectiveness for the 
topical control of gram- 


brand Antibiotic Ointment Positive and gram-nega- 
tive organisms. 


Contents per Gm. ‘Polysporin’® ‘Neosporin’® ‘Cortisporin’® 
‘Aerosporin’® brand 
Polymyxin B Sulfate 10,000 Units 5,000 Units 5,000 Units 
Zinc Bacitracin 500 Units 400 Units 400 Units 
Neomycin Sulfate aa 5 mg. 5 mg. 
Hydrocortisone _- _ 10 mg. 
Supplied: Tubes of 1 oz., Tubes of 1 oz., Tubes of 14 oz. and 
% oz. and % oz. % oz. and ¥% oz. ¥Y% oz. (with 
(with ophthalmic tip) (with ophthalmic tip) ophthalmic tip) 


BURROUGHS WELLCOME & CO. (U.S.A.) INC., Tuckahoe, New York 
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ADVERTISEMENTS 27 


It takes so little to trigger an asthmatic attack... 


it takes so little NM O RE to control it... 


the simple addition of ATARAX to your classic anti- 
asthmatic therapy increases therapeutic success even in 


difficult atients Each MARAX tablet contains: ATARAX® (hydroxyzine HCl) 10 mg.—an 
p antihistaminic tranquilizer beneficial in bronchial asthma and allergy." 
Ephedrine sulfate 25 mg.—to reduce congestion. Theophylline 130 mg. 
—for bronchospasmolysis. 
“Superiority of [MARAX] seems attributable to the inclusion in it of hydroxyzine in place of the conventional 
barbiturates."2 In a series of patients generally refractory to the usual antiasthmatics, and who required 
steroids in order to obtain temporary relief, 70% showed good to excellent symptomatic relief with MARAX. 
Patients “...slept more comfortably and breathed more easily. The characteristic asthma wheeze was either 
markedly reduced or entirely relieved.” 
If your asthma patients do not respond to standard therapy, they may need the “little MORE” that 
MARAX offers. 
Usual adult dosage: One tablet 2 


; to 4 times daily. Full prescription 
Information on request. Supplied: 
Bottles of 100 light blue, scored 
tablets. Prescription only. 
References: 1. Santos, |. M. H., and 
a Unger, L.: Ann. Allergy 18:172 (Feb.) 
1960. 2. Chariton, J. D.: Ann. Al- 
ol lergy, In press. 3. Shaftel, H. E.: 
nS ® Clin. Med. 7:1841 (Sept.) 1960, 
New York 17, N. Y. 
Division, Chas. Pfizer & Co., Inc. 
Science for the World’s Well-Being® 
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NEW 


Dimetapp Extentabs 


let your sinusitis, allergy and U.R.|. patients breathe easier! 


pimetapp Extentabs contain Dimetane*(parabromdylamine [brompheniramine] maleate) 12 mg., 
phenylephrine HCI 15 mg., and phenylpropanolamine HCI 15 mg., a proved antihistamine and two 
outstanding decongestants. The dependable Extentab form provides sustained relief from the 
stuffiness, drip and congestion of sinusitis, colds and U.R.1. for 10-12 hours with a single dose. 


A. H. ROBINS CO., INC. @ RICHMOND 20, VIRGINIA 
MAKING TODAY'S MEDICINES WITH INTEGRITY & my SEEKING TOMORROW'S WITH PERSISTENCE 
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ADVERTISEMENTS 29 


Introducing PHILIPS ROXANE 


A new name in Pharmaceuticals 


Philips Roxane comes to you as a new name 
in American pharmaceutical manufacture. But 
our roots go deep. We have well-established 
resources in this country. In Holland and 
elsewhere in Europe, we have access to 
research from which substantial contributions 
have been made in the areas of human, 

animal and plant health. 


A wide range of new pharmaceuticals is now 
being developed which will have significant 
usefulness to you in your practice. 


For example, extensive studies are now being 
carried out in organic synthesis, vaccines, and 
radioactive isotopes. Some of these 
pharmaceuticals and biologicals are presently 
undergoing clinical trials in this country. 


One research project nearing completion is 

a measles vaccine, now undergoing extensive 

U. S. clinical trial. Another preparation, soon 
to be available, is a progestational agent 

which gives promise of offering distinct 
advantages over those presently available. 

A true progestin, it will have wide application in 
female disturbances without androgenic, 
estrogenic, or corticosteroid side effects. 


Philips Roxane has acquired affiliates 
throughout the United States, where research 
and development in human, animal and plant 
medicines are being greatly extended through 
their production facilities and sales 
organizations. 


The name Philips Roxane will become as 
familiar to you as the names of many other 

fine pharmaceutical houses in this country, 
whose products and people serve you faithfully. 


™ 
COLUMBUS, OHIO  sussiouey oF ANO core. 


PHILIPS ROXANE, INC. 
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30 ADVERTISEMENTS 


“Touché!” 


For a better way to treat headache, 
prescribe Tranecoprine 


How Trancoprin relieves pain: Because most pain is accompanied by muscle spasm and tension, good medical 
practice suggests use of an analgesic that will relax skeletal muscles as well as dim pain perception. Such an analgesic 
is Trancoprin — a combination of aspirin and Trancopal®, a proved, safe, skeletal muscle relaxant and tranquilizer. 
Trancoprin can be prescribed for any pain, except pain of such severity that a narcotic is needed. 


Dosage: Adults, 2 tablets three or four times daily; children (5 to 12 years), - 
1 tablet three or four times daily. Each tablet contains 300 mg. of aspirin LABORATORIES 
and 50 mg. of Trancopal (brand of chlormezanone). Bottles of 100 tablets. New York 18,N.Y. sen 
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ADVERTISEMENTS 


benzthiazide , 


In edema 

and hypertension 
achieves 82” of 

its diuretic effect 

4 1 

in six hours: 

NaClex works fast. Does its work quickly, 
thoroughly, safely—then lets your patient 
Brest. Completes 82% of its excess fluid loss 
within 6 hours, over 96% within 12 hours? 
... an unsurpassed potency. Useful also in 
long or short-term treatment of congestive 
sheart failure, obesity, pre-menstrual tension; 
50 mg. tablets. 

1. Ford, R. V.: ‘Human Pharmacology of a 
New Non-Mercurial Diuretic: Benzthiazide,”’ 
Cur. Ther. Research, 2:51, 1960. 


For more information, ask your Robins 
representative or write: | 


A. H. Robins 
Richmond 20, Virginia 
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ADVERTISEMENTS 


How to use 


Trancopal- 


Brand of chlormezanone 


for 
painful muscles 


When a muscle is strained, it 
goes into a spasm that produces 
pain; this is followed by more 
spasm for splinting, and then 
more pain. 

When you prescribe Tranco- 
pal, you break this vicious cycle 
and relieve the patient’s dis- 
comfort. Trancopal will ease 
the spasm and consequently the 
pain, and its mild tranquilizing 
effect will make the patient less 
restless. You can then start him 
on purposeful exercise or phy- 
sical therapy. 


In addition to its usefulness 
in syndromes resulting from 
overstraining (such as low back 
pain or tennis elbow), Tranco- 
pal will relax the spasm and 
pain that are features of torti- 
collis, bursitis, fibrositis, myo- 
sitis, ankle sprain, osteoarthri- 
tis, rheumatoid arthritis, disc 
syndrome and postoperative 
muscle spasm. Trancopal is 
available in 200 mg. Caplets® 
(green colored, scored) and in 
100 mg. Caplets (peach col- 


He needs his muscles working properly— °"?: red), bottles of 100. 
Dosage: Adults, 1 Caplet (200 


when they aren’t, he needs mg.) three or four times daily; 
children (5 to 12 years), from 


Trane Op al three or four 


LABORATORIES 
New York 18,N.Y. 
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Copyright 1961, The Upjohn Company 


in bacterial 
otitis 
media 


promptly 


to gain precious 
therapeutic 
hours 


In the presence of bacterial 
infection, taking a culture to 
determine bacterial identity 
and sensitivity is desirable— 
but not always practical. 

A rational clinical alterna- 
tive is to launch therapy at 
once with Panalba, the anti- 
biotic that provides the best 
odds for success. 

Panalba is effective (in 
vitro) against 30 common 
pathogens, including the 
ubiquitous staph. Use of 
Panalba from the outset (even 
pending laboratory results) 
can gain precious hours of ef- 
fective antibiotic treatment. 


complex), equivalent to 250 mg. tetracycline 
hydrochloride, and 125 mg. ae ibamycin,* as 
savablocie sodium, in bottles 16 and 100. 
USUAL ADULT DOSAGE: 1 yd 2 capsules 
3 or 4 times a day. 

SIDE EFFECTS: Panmycin Phosphate has a 
very low order of toxicity comparable to that 


to 
are infrequent and consist principally of mild 

nausea and abdominal 
Albamycin also has a relatively low order of 
toxicity. In a certain few patients, a yellow 
pigment has been ag in the plasma. This 
b product 


SUPPLIED: Capsules, each containi 


of the drug, is not 

I liver ft tests or liver enlarge- 
ment. 
Urticaria and d itis, a few 


cases of 
been penotene in patients treated with 
bam: eff usually disap- 


pear ‘upon “discontinuance of the drug. 
CAUTION: Since the use of any antibiotic 
may re: in of 
organisms, oe ‘observation of the patient 
is appear during 
therapy, 4g og measures should be taken. 
Total and differential blood counts should be 
mad during 


le 
tion of A The 1 of liver 
damage should be considered if a yellow pig- 
ment, a metabolic by-product of Albamycin, 
analba 


*Trademark, Reg. U.S. Pat. Off. June, 1961 


Panalba 


your broad-spectrum 
antibiotic of first resort. 


ADVERTISEMENTS 


Antivert stops vertigo 


moderate to complete 

relief of symptoms 

in 9 out of 10 patients’ — 

Prescribe one ANTIVERT tablet (or 1-2 teaspoonfuls ANTIVERT syrup) 3 times daily, before 
each meal, for prompt relief of vertigo, Meniere’s syndrome and allied disorders. Side effects 


are short-lived, usually only harmless flushing and tingling associated with vasodilation. As 
with all vasodilators, ANTIVERT is contraindicated in severe hypotension and hemorrhage. 


Supplied: Small blue-and-white scored tablets (meclizine HCI 12.5 mg. and nicotinic acid 
50 mg.) in bottles of 100. Syrup (each 5 cc. teaspoonful contains meclizine HC! 6.25 mg. and 
nicotinic acid 25 mg.) in pint bottles. Prescription only. Bibliography available on request. 


Reference: 1. Scal, J. C.: Eye Ear Nose & Throat Month. 38:738 (Sept.) 1959. 
And for your aging patients— New York 17, N.Y. 


NEOBON® Capsules Division, Chas. Pfizer & Co., Inc. 
five-factor geriatric supplement Science for the World’s Well-Being® 
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Put your 
low-back patient 


# back on the payroll 


Soma relieves stiffness 
—stops pain, too 
YOUR CONCERN: Rapid relief from pain for your 
patient. Get him back to his normal activity, fast! 


HOW SOMA HELPs: Soma provides direct pain relief 
while it relaxes muscle spasm. 


YOUR RESULTS: With pain relieved, stiffness gone, 
your patient is soon restored to full activity—often 
in days instead of weeks. 


Kestler reports in controlled study: Average 
time for restoring patients to full activity: with 
Soma, 11.5 days; without Soma, 41 days. (J.A. 
M.A. Vol. 172, No. 18, April 30, 1960.) 


Soma is notably safe. Side effects are rare. Drow- 
siness may occur, but usually only in higher dosages. 
Soma is available in 350 mg. tablets. USUAL DOSAGE: 
1 TABLET Q.1.D. 


The muscle relaxant with an independent pain-relieving action 


® 


(carisoprodol, Wallace) 


® 
{% Wallace Laboratories, Cranbury, New Jersey 
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It’s true. Kent’s enormous rise in popularity—with all the attendant maga- 
zine and newspaper stories—really put momentum to the trend toward filter 
cigarettes! 

So, Kent is the cigarette that made the filter famous. And.no wonder. 
Kent’s famous Micronite filter is made from a pure, all-vegetable material. 
A specially designed process at the P. Lorillard factory compresses this 
material into the filter shape and creates an intricate network of tiny channels 
which refine smoking flavor. 

Kent with the Micronite filter refines away harsh flavor . . . refines away . 
hot taste . . . makes the taste of a cigarette mild. a 

That’s why you’ll feel better about smoking with the taste of Kent. 4 


© 1961 P. LORILLARD CO. 


A PRODUCT OF P. LORILLARD COMPANY - FIRST WITH THE FINEST CIGARETTES - THROUGH LORILLARD RESEARCH 
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The cigarette that made the Filter Famous! 
: 
SLASS® | : 


A new drug 
that works in a new way 
to control blood pressure 
without serious side effects 


Capla acts centrally 
at the brainstem vasomotor center 


Capla reduces blood pressure by act- 


ing predominantly at the brainstem 
vasomotor center; is not a ganglionic 
blocker. It produces no depression, 
no postural hypotension, no nasal 
congestion, no gastric hyperacidity. 
Transient drowsiness sometimes oc- 
curs, usually at higher dosage, 


New therapy 
Alone, Capla is highly effective for 
mild to moderate hypertension. In 
more severe cases, it can be com- 
bined with diuretics or peripherally 
acting antihypertensives. 


Proved effective in clinical use 
Capla reduces both systolic and di- 
astolic pressure usually in propor- 
tion to pre-therapy levels. Patients 
on Capla often report a mild calm- 
ing effect. Capla has proved excep- 
tionally well tolerated in clinical use 
and has no known contraindications. 


RECOMMENDED DOSAGE: one tablet 3 or 
4 times daily, before meals and at bed- 
time. Dosage should be adjusted to in- 
dividual requirements. 

COMPOSITION: each white, scored tablet, 
contains 300 mg. of Capla (mebuta- 
mate, Wallace). 

SUPPLIED: bottles of 100 tablets, 


Literature and samples to physicians on request. 


CAPLA 


Central Acting Pressure Lowering Agent 
Wk Wallace Laboratories, Cranbury, New Jersey 


CLINICAL & PHARMACOLOGICAL REPORTS 1. Berger, 
F, M., and Margolin, S.: A Centrally Acting Blood Pressure 
Lowering Agent (W-583). Fed. Proc. 20:113 (March) 1961. 
2. Diamond, S., and Schwartz, M. Scientific Exhibit at Ill. 
State Med. Soc. Chicago, (May) 1961. 3. Douglas, J. F. 
Ludwig, B. J., Ginsberg, T. and Berger, F. M.: Studies on 
W-583 Metabolism. Fed. Proc. 20:113 (March) 1961. 4. 
Duarte, C., Brest, A. N., Kodama, R., Naso, F., and Moyer, 
J. H.: Observations on the Antihypertensive Effectiveness 
of a New Propanediol Dicarbamate (W-583). Curr. Ther. 


Res., 2:148-52 (May) 1960. 5. DuChez, J. W., Scientific Ex- 
hibit at Amer. Academy of Gen. Practice, Miami, (April) 
1961. 6. Kletzkin, M., and Berger, F. M.: A Centrally Acting 
Antipressor Agent. Fed. Prod. 20:113 (March) 1961. 7. 
Mulinos, M. G., Scientific Exhibit at Amer. Coll. Card. New 
York, (May) 1961. 8. Mulinos, M. G., Saltefors, S., Boyd, 
L. J. and Cronk, G. A.: Human Pharmacology Studies with 
W-583. Fed. Proc. 20:113 (March) 1961. 9. Shubin, H., Sci- 
entific Exhibit, Amer. Coll. Card. New York, (May) 1961, 
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effective, palatable, economical 


CREMOSUXIDINE®[ SULFASUXIDINE® SUCCINYLSULFATHIAZOLE SUSPENSION WITH KAOLIN AND PECTIN] 
reduces fluidity of stools, reduces enteric bacteria, adsorbs toxins, and soothes 
the irritated intestinal mucosa. 
Chocolate-mint flavored...readily accepted by patients of all ages. 

Additional information on CREMOSUXIDINE is available to physicians on request. 


GP MERCK SHARP & DOHME, DIVISION OF MERCK & C0. Inc,, WEST POINT, PA 


AND SUL! ARE OF MERCK &CO., INC. 


f 
i 
| 
: 
i 
4 


ADVERTISEMENTS 


Clinically Proven 


in more than 750 published clinical studies 
and over six years of clinical use 


Outstandingly Safe 
and 


for the tense and 
nervous patient 


1 simple dosage schedule relieves anxiety 


of “new and different” drugs 


9 does not produce ataxia, stimulate the 
appetite or alter sexual function 


symptoms, jaundice or agranulocytosis 


5 does not muddle the mind or affect 
normal behavior 


Usual dosage: One or two 400 mg. tablets t.i.d. 
Supplied: 400 mg. scored tablets, 200 mg. sugar-coated 


tablets; bottles of 50. Also as MEPROTABS*—400 mg. @ 
unmarked, coated tablets; and in sustained-release ® 
capsules as MEPROSPAN®-400 and MEPROSPAN®-200 
(containing respectively 400 mg. and 200 mg. meprobamate). 


*TRADE-MARK meprobamate (Wallace) 


(ff WALLACE LABORATORIES / Cranbury, N. J.. 


dependably — without the unknown dangers 


3 no cumulative effects in long-term therapy 


A, does not produce depression, Parkinson-like 


CM-4730 
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 tevgnte a lot of satisfaction in pointing out some- 

thing good to a friend. That’s why it sometimes 
5 happens that one cigarette out of a pack of Dual Filter 
Tareytons never does get smoked. 


DUAL FI 


Tareyton delivers the flavor... 


LTER DOES IT! 


HERE’S HOW: 1. It combines a 
unique inner filter of ACTIVATED 
CHARCOAL ... definitely proved to 


4 People open it to show its remarkable Dual Filter make the taste of a cigarette mild and 
smooth... 


containing Activated Charcoal. They may not know 
why it works so well, but they do know this: it brings 
out the best taste of the best tobaccos. Yes, Tareyton 
delivers the flavor . . . and the Dual Filter does it! 

Try a pack of Dual Filter Tareyton. We believe the 


extra pleasure they bring will soon have you passing 


taste of the 


2. with a pure white outer filter. To- 
gether they select and balance the 
flavor elements in the smoke. Tareyton’s 
flavor-balance gives you the best 


best tobaccos, 


is our middle name Oa. f. Cx 
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relax painful skeletal muscle spasm with 


ROBAXIN 


Methocarbamol ‘Robins’ U.S. Pat. No. 2770649 IN] ECT. “ABLE 
WITHOUT DROWSINESS assure continued relaxation with 


OBAXIN 


Methocarbamol ‘Robins’ TA B L E TS 


Published studies show Ropaxin Injectable and Ropaxin Tablets beneficial 
in 90% of cases tested. 


Literature available to physicians on request. 


SUPPLY: Rosaxin Tablets, 0.5 Gm. (white, scored) in bottles of 50 and 500. Ropaxin 
Injectable, each ampul containing 1.0 Gm. of methocarbamol in 10 cc. of sterile solution. 


A. H. ROBINS CO., INC., Richmond 20, Virginia 


Making today’s medicines with integrity .. . seeking tomorrow’s with persistence 


R 


pursuit of success 


leads to visceral distress... 
restore normal smooth muscle function 
through dependable autonomic sedation 


The uniformly dependable antispasmodic-sedative action of DONNATAL 
relieves hypermotility, hypertonicity and spasticity of smooth muscle 

at all levels of the gastrointestinal tract: pharynx, esophagus, stomach, small 
intestine and large intestine. 


Donnatal incorporates natural belladonna alkaloids in optimal synergistic 
ratio, supplemented by phenobarbital in low dosage, for concurrent control of 
both somatogenic and psychogenic factors. 


For 


TABLETS 
CAPSULES 
ELIXIR 


Y 
4 


EXTENTABS® 


All- oa or all-night po benefits on a single dose, equal to the effect of one DONNATAL tablet uniformly sustained for 10 to 12 hours. 


ve In each Tablet, In each ad 


Antispasmodic maintenance under a t.i.d. dosage regimen 


For effects — 


Capsule, or 5 cc. Elixir Extentab 
Hyoscyamine sulfate 0.1037 mg. 0.3111 mg. 
Atropine sulfate - 0.0194 mg. 0.0582 mg. 
Hyoscine hydrobromide 0.0065 mg. 0.0195 mg. 
Pheridbarbital (4 gr.) 16.2 mg. (3%, gr.) 48.6 mg. 


DON NATAL A. H. ROBINS CO., INC. 


RICHMOND 20, VIRGINIA 


natural belladonna alkaloids with phenobarbital 
Making today’s medicines with integrity... 
Prescribed by more physicians than any other antispasmodic seeking tomorrow’s with persistence 
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COLDS AND SINUSITIS— 
THE RIGHT AMOUNT SPACE” 
RIGHT AWAY Neo-Synephrine hydrochloride relieves the boggy 


feeling of colds immediately and safely, without 
causing systemic toxicity or chemical harm to nasal 
membranes. Turbinates shrink, sinus ostia open, 
ventilation and drainage resume, and mouth-breath- 
ing is no longer necessary. 


Gentle Neo-Synephrine shrinks nasal membranes 
for from two to three hours without stinging or 
harming delicate respiratory tissues. Post-thera~ 
peutic turgescence is minimal. Neo-Synephrine does 
not lose its effectiveness with repeated applications 
nor does it cause central nervous stimulation, jitters, 
insomnia or tachycardia. 


Neo-Synephrine solutions and sprays produce shrink- 
age of tissue without interfering with ciliary activity 
or the protective mucous blanket. 


® For wide latitude of effective and safe treatment, 
Eu = SYN ie Neo-Synephrine hydrochloride is available in nasal 
(Brand of phenylephrine hydrochloride) sprays for adults and children; in solutions from 


hydrochloride 144% to 1%; and in aromatic solution and water 


NASAL SOLUTIONS AND SPRAYS soluble jelly. 


I) LABORATORIES 
New York 18, N.Y. 
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ADVERTISEMENTS 


In 1961, you, the nation’s physicians, will diagnose 

an estimated 70,000 cases of cancer of the colon and rectum. 
Although potentially this is a highly curable cancer, 

each year more than two thirds of such patients 

die of the disease. Thousands are lost needlessly. 

They could be saved by proper medical treatment of the disease, 
found by annual examination, in its presymptomatic 

and most curable stage. The regular health checkup 

and alertness to first symptoms are great life-savers. 

To help bring such patients to you in time, 
the American Cancer Society has developed 
a forceful, comprehensive public education 
program on cancer of the colon and rectum. 
The Society’s newest film, Life Story 
dramatizes for the public the importance 

of the inclusion of digital and 


PROCTOSCOPIC 
EXAMINATIONS 

IN THE ANNUAL 
HEALTH CHECKUP. 


In this, as in the preparation of all 
of its life-saving educational materials, 
the Society is aided by the best medical 

and lay experts available. 

The physician and the layman 
in the American Cancer Society 
are truly partners for life. 


® 


AMERICAN 
CANCER 
SOCIETY 


KANSAS DIVISION 
824 TYLER ST. 
TOPEKA, KANSAS 
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BRIP-TIGHT 


for Children's 


Pavan 


4 
nysicians, througn ever increasing recommen- 
| iniformity, potenc / and purity of Bayer 
nis quality controlled. Noothermakersubmits = =~ 
irin to Such thorough quality controls as does 
| 
1é Dest tasting aspirin ever made and to live 
the Bay: ar family | fragition of providing tn Tin 
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ADVERTISEMENTS 


UNIVERSITY OF KANSAS SCHOOL OF MEDICINE 


Postgraduate Medical Study 


Fifth Annual Symposium on 
INFECTIOUS DISEASES 
Friday, September 15, 1961 


Presented in cooperation with the American Academy of 
General Practice. 


Guest Instructors: 

ROBERT N. BARR, M.D., University of Minnesota. 

FLOYD C. BRATT, M. D., President, American Academy of 
General Practice. 


BERNARD P. HARPOLE, M.D., Chairman, Committee on 
Scientific Assembly, American Academy of General Practice. 


ARTHUR D. HENGERER, M.D., Albany Medical College. 

SAUL KRUGMAN, M.D., New York University. 

MARK H. LEPPER, M.D., University of Illinois. 

CHARLES H. RAMMELKAMP, JR., M.D., Western Reserve 
University. 

1AM M. SMITH, M.D., State University of lowa. 


Subjects to be discussed: 

VAGINITIS AND ANTIBIOTIC THERAPY. 

MEASLES VACCINATION. 

STAPHYLOCOCCAL BACTEREMIA. 

ORAL POLIO VACCINATION: WHERE DO WE STAND? 

THE DIAGNOSIS AND PRINCIPLES TREATMENT OF 
STREPTOCOCCAL INFECTIONS. 

GAMMA GLOBULIN AND INFECTION. 


No fee. 


Sixth Annual Symposium on 
SCHOOL HEALTH 

The Exceptional School Child 

Thursday, October 19, 1961 


Guest Instructors: 

LLOYD M. DUNN, Ph.D., Coordinator, Education for Exceptional 
Voge George Peabody College for Teachers, Nashville, Tenn. 
ALAN FOORD, M.D., Clinical Professor of Maternal and| Child 
Health, University of California School of Medicine; erg 
Health and Services, Berkeley Unified g Dis- 
trict, 
. COTTER IRECHBERG M.D., Training Director, Children's Service, 

“The Clinic, Topeka, Kan. 


Stipes to be discussed: 

THE PROBLEM OF THE HANDICAPPED CHILD IN SCHOOL. 

IDENTIFICATION, AND REFERRAL OF HANDI- 
CAPPED SCHOOL CHILDREN: THE PHYSICIAN'S POINT OF 
VIEW; THE EDUCATOR'S ‘eo OF VIEW. 

SOCIAL ADJUSTMENT FOR THE HANDICAPPED SCHOOL CHILD. 
REHABILITATION FOR THE HANDICAPPED 


THE CHILD AS SEEN BY THE TEACHER, SCHOOL 
NURSE, PHYSICIAN, PSYCHOLOGIST, SCHOOL ADMINISTRA- 
TOR, BHYSICAL EDUCATION TEACHER, SPECIAL EDUCATOR. 


Sma'l group discussions: 
Children With Heart Disease Child. 

and Rheumatic Fever. With Hearing Im- 
The Retarded. and Speech Defects. 


The Gift hild. “children Requiring Special Di- 
_ The Child With Vision and Eye ets or Medications. 
Problems. 
No fee. 


For program announcement and information, write: 


DEPARTMENT OF POSTGRADUATE MEDICAL EDUCATION 
University of Kansas Medical Center, Kansas City 3, Kansas 


TREATMENT 
ALCOHOLISM 


In-patient and out-patient treatment to help the excessive 
user of alcoholic beverages gain and maintain abstinence for the 
balance of his life. Treatment regimen drawn up individually for 
each patient. Your referrals welcomed. 


Established 1897 by Benjamin Burroughs Ralph, M.D. 


RALPH CLINIC 


529 HIGHLAND AVE., KANSAS CITY 42, MISSOURI 


Phone: VIctor 2-3622 P.O. Box 2597 Write for 
RALPH EMERSON DUNCAN, M.D. Free Portfolio 
Medical Director pa 
ALCOHOLISM 


We invite consultation with you concerning your 
patients with problems of excessive drinking 


| 
=a 
j 
| 
a 
| 
; 


P 


ADVERTISEMENTS 


Will he ever save the down payment? He’ll be in his new 
home sooner than he thinks, if he saves something every payday. 
The effortless, automatic way is the Payroll Savings Plan for U.S. 


Savings Bonds, 


Saving for a new home, or anything 
else in fact, is simply a matter of 
spending less than you earn. Thou- 
sands of Americans have found an 
automatic way: the Payroll Savings 
Plan where they work. Through this 
plan your payroll clerk sets aside a 
certain amount each payday for U.S. 
Savings Bonds. As little as $1.25 a 
day buys a $50 Bond a month (cost 
$37.50). In 5 years you’ll own Bonds 
worth $2,428.00—enough for a down 
payment and closing costs. 


{gas You save more than money with U.S. Savings Bonds 


This advertising is donated by The Advertising Council and this magazine. 


How to buy a down payment 
on a new home for ‘L.25 a day 


Six nice things about 


U.S. Savings Bonds 


¢ You can save automatically on the 
Payroll Savings Plan or buy Bonds 
at any bank - You now earn 334% 
to maturity, 144% more than ever 
before + You invest without risk - 
Your Bonds are replaced free if lost 
or stolen - You can get your money 
with interest anytime you want it - 
You save more than money—you 
buy shares in a stronger America. 
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CHANGED YOUR ADDRESS 
RECENTLY? 


If you have changed your address recently, 
or intend to do so shortly, please return this 
coupon properly filled out to insure uninterrupt- 
ed delivery of your copies of THE JOURNAL. 
Send your change of address to: THE JOURNAL 
OF THE KANSAS MEDICAL SOCIETY, 315 W. 
4th St., Topeka, Kansas. 


Former address: 


New address: 


(Duplicate copies cannot be mailed to re- 
place those undelivered through failure to 
notify this office of your change in address. 
Please notify us before 15th of the month.) 


Deformity Appliances | 
of Quality 


Orthopedic and Surgical Appliances 
Artificial Limbs 
Trusses 


Abdominal 
Supports 


Elastic 
Hosiery 


Foot 
Supports 


Taylor Back Brace 
Surgical Made to Order in 
Corsets Our Own Factory 


P. W. HANICKE MFG. CO. 
1009 McGee St. VI 2-4750 
KANSAS CITY, MO. 


Reliable 


PROFESSIONAL LIABILITY 
INDIVIDUAL INSURANCE 


Professional Protection Exclusively since 1899 


KANSAS CITY OFFICE: Robert E. McCurdy, Rep. 
8917 W. 94th Street, Overland Park, Kansas Tel. LOgan 1-1498 
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THE LATTIMORE-FINK 
LABORATORIES 


Topeka — El Dorado 
Kansas 


A. A. Fink, M.D., Pathologist-Director 
C. G. Hermann, M.D., Pathologist 

J. L. Lattimore, M.D., Pathologist 
H. C. Ebendorf, M.T., Serologist 

A. C. Keith, B.S., Chemist 

L. A. Hull, A.B., Bacteriologist 

W. B. Norris, A.B., Chemist 


Anatomical and Clinical 
Pathology 
A.M.A. Approved School of 
Medical Technology 


Containers Furnished Upon Request 


CLASSIFIED ADVERTISEMENTS 


WANTED—Associate in general practice in Western Kan- 
sas town with new fully equipped hospital. Practice is too 
much for one man. Salary and expenses paid. Early partnership 
opportunity. Write Box 1-661 in care of the JourNAL. 


FOR SALE—In almost new condition Picker U. S. Army 
Model portable x-ray with 30 and 60 mil amp control units 
and 100 mil amp tube. For more details write Box 1-761 
in care of the JouRNAL. 


WANTED: Three Internists Board eligible or Board cer- 
tified for long established, 22 man Central Kansas Clinic 
Group; excellent opportunity to advance. Subspecialties in 
Gastroenterology, Cardiology and Hematology desirable. New- 
ly remodeled two hundred bed general hospital closed staff 
basis adjacent to Clinic quarters. For more information write 
to Box 1-961 in care of the JourNAL. 


Approved Psychiatric Residency for General Practitioners 
or Others: First year appointment beginning July 1, 1962, in 
well integrated psychiatric training program associated with 
State University of Iowa Psychiatric Department and the 
University of Nebraska College of Medicine. Requirements: 
Must be a citizen of United States or have expressed an in- 
tention of becoming one; have completed internship four 
years prior to July 1, 1962, and have been in practice during 
that period. Time served in Armed Forces or residency train- 
ing in some other specialty acceptable. Preference given to 
applicants under forty-five years of age. Annual stipend 
$12,000. Applications should be made immediately. Write 
W. C. Brinegar, M.D., Superintendent, Mental Health Insti- 
tute, Cherokee, Iowa. 


REGULAR 
TRUCK 
ROUTES 
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Nationally advertised Surgical Supplies and Equipment for your convenience at 
Topeka, Joplin, Kansas City, St. Joseph 


GOETZE NIEMER CO 


Traditions established during 60 years management by Dr. W. F. Goetze (AMA) assures intelligent servicing of your orders 


Dollars Today— 
—Doctors Tomorrow ju 
American Medical Education Foundation 


535 N. Dearborn Street, Chicago 10, Illinois 


Sick Room Equipment The Neurological Hospital 
Health Machines 
2625 West Paseo Blvd. 
* RENTALS — SALES * Kansas City 8, Missouri 
Invalid Walkers Exercycle 
Wheel Chairs Massage Belts pean: 
Hospital Beds Exercise Bike A voluntary, nonprofit facility for the treat- 
ment of acute psychiatric disorders, alcohol- 
PETRO’S SURGICAL APPLIANCES ism, drug addiction; and the long term care 
618-20 Quincy Topeka, Kans. Ph. CE-40207 of the geriatric patient. 


cranppa’s “GONE!” witn 
PROATRIC 


THE TOTAL FORMULA .. . CAPSULETS/INJECTABLE 


For PREVENTATIVE and REHABILITATIVE GERIATRICS 


PROATRIC’S TOTAL FORMULA PROVIDES 
THESE IMPORTANT ESSENTIALS .... . 


© Safer 20-1 Hormone Ratio* © Seven Essential B Vita- 

mins @ Three Fat-Soluble Vitamins @ Three Lipotropes 

e@ Nine Minerals @ Plus Rutin, Citrus Bioflavanoids, and 

Vitamin C. 

B Proatric for the “over 40” patient for improved mood 
. . muscle tone . . . cheerfulness . . . alertness... 

physical and mental health and “over 40” slowdown! 

Try free clinical course of treatment in your own 

practice. Samples and technical data when requested 

on your professional letterhead. 

In plastic vials of 21 capsulets (one month's 

treatment); injectable 10cc. vials. 

*JAMA 163: 359,1957 (Feb. 2) 


BURT KRONE COMPANY 


PHARMACEUTICALS 
SPRINGFIELD 4, MISSOURI 


Proatric is available at your 
favorite pharmacy or direct. 
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Our SOLUTIONS are made exclusively for 
us. They are prepared by a certified chem- 
ist. We offer: 


Acetic Acid, 1°%-10% 
Alkaline Copper Tartrate, Folin 
Copper Sulfate 5% 

Gower's Solution 

Hayem's Solution 

Hydrochloric Acid N/I, N/10 
Nessler's Reagent, folin-dilute 
Potassium Oxalate 20%, 


Robert's Reagent 
Sulfosalicylic Acid: 3%, 5%, 20% 


Sulfuric Acid N/1I, N/12, 2/3 N 
Wright's Stain & Stain Buffer 


@ And Other Solutions & Reagents 

@ Varied Sizes 

@ Fresh Preparations 

@ Write Us or Ask Our Representative 


Munns Medical Supply Company, Inc. 


Medical Arts Bldg. 
P.O. Box 399 Topeka, Kansas 


Protection Against Loss of Income From Accident and Sickness 
as Well as Hospital Expense Benefits for You and All Your 
Eligible Dependents. 


ALL 


COME FROM 


PHYSICIANS CASUALTY & HEALTH 
ASSOCIATIONS 
OMAHA 31, NEBRASKA 
Since 1902 


Handsome Professional Appointment 
Book sent to you FREE upon request. 


“Be 


Index to Advertisers 


American Medical Education Foundation ............ 49 
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AN AMES GLINIQUICK® 


Quality of diabetic control & 
Quantitation of urine-sugar 


In the diagnosis of diabetes, the urine-sugar 
test may be little more than a screening adju- 
vant. But in the everyday management of 
diabetes, the urine-sugar test is the most prac- 
tical guide we have.' Routine testing, however, 
should not only detect, but also determine the 
quantity of urine-sugar. Quantitative testing is 
essential for satisfactory adjustment of diet, ex- 
ercise and medication. Furthermore, day-to-day 
control of diabetes is in the patient’s hands. 
Quality of control is thus best assured by the 
urine-sugar test which permits the most accu- 
rate quantitation practicable by the patient. 


CuinitesT® permits a high degree of practical accuracy and is very convenient.? Its clinically stand- 
ardized sensitivity avoids trace reactions, and a standardized color chart minimizes error or 
indecision in reading results. Ciinitest distinguishes clearly the critical 4%, 12%, %%, 1% and 
2% urine-sugars. It is the only simple test that can show if the urine-sugar is over 2%.* Your nurse 
or technician will appreciate these advantages; your patient on oral hypoglycemic therapy will find 
them helpful. Furthermore, Ciinitest may be a vital adjunct in the management of the diabetic 


> 


child or the adult with severe diabetes. 


(1) Danowski, T. S.: Diabetes Mellitus, Baltimore, Williams & Wilkins, 1957, p. 239. (2) McCune, W. G.: M. Clin. 


North America 44:1479, 1960. (3) Ackerman, R. F., et al.: Diabetes 7:398, 1958. 


FOR PRACTICAL ACCURACY OF URINE-SUGAR QUANTITATION 


Standardized urine-sugar test...with 


COLOR-CALIRRATED 


BRAND Reagent Tablets 


GRAPHIC ANALYSIS RECORD 


A line connecting successive urine-sugar read- 
ings reveals at a glance how well diabetics are 
cooperating. Each Cuinitest Set and tablet 
fill contains this physician-patient aid. 


“ 
CLINICAL BRIEFS FOR MODERN PRACTICE 
| 
. 
| 
AMES 
COMPANY, INC f 
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taste-tested 


experts 


Vi-SOL 


ChewableVitamins 


TRi-VI-SOL®* POLY-VI-SOL® DECA-VI-SOL® 


_ Symbol of service in medicine 


In recent taste tests by over 800 children, 
the flavor of Vi-Sol® was preferred over 
other chewable vitamin tablets...as much 
as 2 to 1 in some cases. 


Vi-Sol chewable vitamins are reformulated 
on an authoritative basis,* with practical 
modifications, to provide safe, rational lev- 
els of vitamins C, D and A for the growing 
child—preschool to adolescent. 


*J.A.M.A. 169:41-45 (Jan. 3) 1959. seacs 


Mead Johnson 
Laboratories 
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